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Preface

When experience with uncontrollable events leads to the expecta-

tion that future events will elude control, disruptions in motivation,

emotion, and learning may occur. This phenomenon has been called

learned helplessness. First described in the 1960s, learned helplessness

has given rise to several lines of basic and applied research. In this

book, we tell the story of learned helplessness, from its beginning

to the present.

This is a personal account. Steven F. Maier and Martin E. P.

Seligman were there at the very start, graduate students at the Uni-

versity of Pennsylvania, working in the animal learning laboratory

where learned helplessness was originally observed. Christopher

Peterson joined the journey later, studying first with Maier at the

University of Colorado and then with Seligman at the University of

Pennsylvania. From our perspectives as participants, we detail how
work on learned helplessness has unfolded and why it has been

both popular and controversial. We try to say what is known about

learned helplessness and what is not. We place learned helpless-

ness in the larger context of a society that exalts individuality and

personal control.

Research is far from a solitary endeavor, and we wish to acknowl-

edge the many contributions made by others to our studies and

thus to this book. Over the years, much of our research has been

supported by grants from the National Institute of Mental Health,

the National Institute on Aging, the National Science Foundation,

the Office of Naval Research, and the MacArthur Foundation.

Writing is similarly made possible by the help of others. Lisa M.
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Bossio helped blend our three voices into one, and we thank her

for the consistency she created. Frank Fincham provided thoughtful

comments and suggestions on a draft of the entire manuscript. It

has been a pleasure to work with everyone at Oxford University

Press; Joan Bossert has been especially supportive and helpful in

her role as our editor.

Ann Arbor, Michigan C. P.

Boulder, Colorado S. F. M.
Philadelphia, Pennsylvania M. E. P. S.

August 1992
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Introduction

Over the last thirty years, we have witnessed a vast change in how
the social sciences explain our behavior. As students, we were taught

that people were pushed and pulled by their inner and outer envi-

ronments. The details of this pushing and pulling became the pre-

ferred explanation of our actions. We learned such explanations as:

Organisms persist in their responses, if these are reinforced by the

occurrence of positive events or the cessation of negative ones.

Organisms display their habits when their biological drives are high

and will repeat responses that have been followed by the re-

duction of biological needs.

Under appropriate releasing conditions, organisms display fixed ac-

tion patterns.

Adult behavior is driven by unresolved sexual and aggressive con-

flicts from childhood.

When organisms are frustrated, aggression results.

The scholar will recognize these brief explanations as paraphrased

versions of the positions popularized by Skinner, Hull, Tinbergen,

Freud, and Dollard and Miller—all major theorists of motivation from

the previous generation. Some of the time, we see some truth in

these theoretical statements. People may act because they are driven

from within or rewarded from without. The rest of the time, how-
ever, they undoubtedly choose their own courses of action.

Scientific explanation is a matter of strategic focusing and ignor-

ing. From 1920 to 1965, psychological theory often focused on the
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external determinants of our actions (hence the word "response")

and ignored individual initiation. The favorite concept of this pre-

vious generation of motivational theorists was "stimulus," which is

derived from a Latin word meaning "cattle prod."

Explanations that focus on the individual as a source of action

have since become popular. Here are the sorts of explanations the

students of today learn:

When an individual expects that nothing she does matters, she will

become helpless and thus fail to initiate any action.

Successful action flows from a sense of self-efficacy.

Individuals generate and monitor their own actions, reinforce them-

selves, and correct their unsuccessful actions.

Individuals decide among goals and choose the most highly pre-

ferred.

These explanations represent a dramatic shift in the way that our

actions are conceived. One of the catalysts for this change, and the

subject of this book, was the work on personal control and its flip

side, what we call helplessness.

THE PHENOMENA OF HELPLESSNESS AND
PERSONAL CONTROL

Consider the following vignettes, which capture the range of topics

that we cover in subsequent chapters. All of them have some per-

tinence to personal control and helplessness.

Passivity in the Laboratory Rat

Suppose that a white rat is placed in a steel chamber. A mildly

painful electric shock is conveyed through the floor. The rat scram-

bles about frantically. Five seconds later, the shock is turned off.

One minute later, the shock goes on again, and the rat again is

frantic. In rapid succession, it rears up, climbs the walls, tears at

the floor, and freezes. This pattern of shock coming on and going

off regardless of what the rat does is repeated eighty times. By the

end of the session, the rat huddles in the corner, and each time the

shock comes on, the rat takes it, motionless.

This experience of uncontrollable shock changes the rat. When it

is later placed in a shuttlebox, in which merely running to the other

side will turn off the shock, the rat will move very little, making no
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particular attempt to seek any relief. Furthermore, its biological de-

fenses no longer work. If the rat had malignant tumor cells in its

body before it became helpless, the tumor cells may now grow wildly.

And its very biology may be radically altered. Its T lymphocytes

may not reproduce themselves at a normal rate, and its natural killer

cells may no longer kill invaders as actively.

Unipolar Depression

This has been an awful month for Laura. Two things have hap-

pened that make her feel that the future is hopeless. First, she got

a "C" on her Abnormal Psychology midterm, and if that wasn't bad

enough, she then heard that her steady boyfriend all through high

school became engaged to someone else.

Since then, she has felt very sad. She cries herself to sleep. She

thinks there is nothing she can do now to get into a psychology

graduate program. She expects never to find love. She feels untal-

ented and unattractive and believes that these faults will be the source

of endless failure and disappointment. In the morning, it is a strug-

gle just to get out of bed and start the day. More days than not this

month, she has just stayed in bed. She burst into tears over dinner

the other night and fled from the table. She isn't hungry anyway
and has lost ten pounds in two weeks. Laura thinks she would
probably be better off dead. She has had a vivid fantasy about swal-

lowing the whole bottle of her roommate's sleeping pills.

Reaction to Defeat in the National Basketball Association

A look at the sports pages in 1982 and 1983 showed the Boston

Celtics to be towers of optimism. When they lost, the team mem-
bers pointed to such causes as "the ball just wouldn't drop" and
"that heave really hurt us." Notice that these causes implicate fac-

tors other than the players themselves. These causes are specific to

a particular game, and they remain in the past. The New Jersey

Nets, on the other hand, sounded like depressives after they lost.

They invoked such causes as "we just aren't functioning right" and
"we aren't getting it done." The Nets explained their failures by
blaming themselves. Their statements implicated general as op-

posed to local causes, enduring causes rather than transient ones.

In the next season, the Celtics' optimism and the Nets' pessimism

may have had consequences for both teams. In games after a loss,

the Celtics did much better than they were expected to do. They
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beat the "point spread" (which handicaps teams for such factors as

past record, home court advantage, and injuries) fully 69 percent of

the time. The Nets fell apart in the games following their losses;

they beat the point spread only 38 percent of the time after defeats.

Mortality in a Nursing Home

On its two floors, the Arden House Nursing Home had about 100

patients in residence. Their average age was eighty. Two psychol-

ogists, Judy Rodin and Ellen Langer, decided to introduce some
additional good things to this particular nursing home: movies and

decorative plants. At a meeting on the first floor, the director told

the patients,

I was surprised to learn that many of you don't realize the influence you

have over your lives here. It's your life and you can make of it whatever

you want. You made the decisions before you came here, and you should

be making them now. I want to take this opportunity to give each of

you a present from Arden House. [Plants are passed around, and each

patient chooses one.] The plants are yours to keep and take care of as

you like. One last thing; I wanted to tell you that we're showing a movie

two nights next week, Thursday and Friday. You should decide which

night you'd like to go.

On the second floor, the patients were given the same things,

under crucially different circumstances. Here's what the director told

them:

I was surprised to learn that many of you don't know about the things

that are available to you. We feel that it's our responsibility to make this

a home of which you can be proud, and we want to do all we can to

help you. I want to take this opportunity to give each of you a present

from Arden House. [Each patient is handed a plant by a nurse.] The
plants are yours to keep. The nurses will water and care for them for

you. One last thing; I wanted to tell you we're showing a movie next

Thursday and Friday. We'll tell you later on which day you're scheduled

to see it.

The patients on the first floor had control over these new events

in their lives, whereas those on the second floor, who were given

the same things, had no such control. The residents on the first

floor became more active, had higher morale, and were less de-

pressed. Eighteen months later, they were also more likely to still

be alive.
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Betty Jo: An Abused Woman

Shortly after their teenage marriage, Betty Jo and her husband Paul

fell into the habit of going to the corner bar every Saturday night.

This was their entire social life. Both of them would drink heavily,

and when they got back to their dingy one-room apartment, Paul

would beat Betty Jo.

He would punch her in the face and stomach, accusing her of

flirting with other men. As time went on, Paul became more and

more brutal, and Betty Jo spent most of the week nursing her bruises.

She tried to talk to her friends, but no one would take her seriously.

She thought about leaving Paul, but she didn't know where to go.

When Saturday night came around, Betty Jo would do her best to

appear docile, stupid, and suggestible, but this only seemed to egg

Paul on. One week he threatened to beat her with the butt of a

pistol he had bought.

Last Saturday night, three years after the beatings began, she was
really afraid for her life. Paul began to beat her about the mouth
with his pistol, knocking two of her teeth out. When Betty Jo

screamed in protest, her husband dared her to do something about

it. She wrested the pistol from him and fired two shots into his

brain.

Selling Insurance Policies

Caroline and Ben were both hired at the same time by the Buffalo

branch of the Metropolitan Life Insurance Company. Both passed

the aptitude battery with flying colors and went through a costly

and lengthy training period.

In her first year, Caroline set a new branch record for the number
of policies sold. Like all insurance agents, she had her share of re-

jections. But she kept coming back. When a prospect told her that

he didn't want insurance, she believed that he was in a bad mood
and would change his mind if he heard the right argument. When
she heard an unchangeable "No," she went right on to the next

prospect, believing that the previous prospect was an isolated bad

apple. When Caroline sold a policy, she attributed it to her persua-

sive powers and persistence.

Ben, in contrast, has been miserable since his first day on the job.

Whenever he was rejected, he believed it was because he had no
talent and was unlikable. He would then dawdle for a whole day

before making a new contact. When he made a sale, Ben thought
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that the customer must have been feeling flush that day. He wanted

to quit but didn't know where he could get another job.

THE THEORY OF LEARNED HELPLESSNESS

According to some theorists, all of these vignettes capture what is

meant by learned helplessness. The theory behind this phenome-

non is straightforward. It consists of three essential components:

contingency, cognition, and behavior, which we now discuss in turn.

Contingency refers to the objective relationship between the per-

son's action and the outcomes that he then experiences. The most

important contingency here is uncontrollability: a random relation-

ship between an individual's actions and outcomes. The opposite

contingency, controllability, obviously occurs when the individual's

actions reliably produce outcomes.

Cognition refers to the way in which the person perceives, ex-

plains, and extrapolates the contingency. This process consists of

several steps. First, the person must apprehend the contingency.

His perception of it may be accurate, or he may see it as something

it was not. So, for example, a controllable event may be perceived

as uncontrollable, or vice versa. Next, the person explains what he

has perceived. A failure might be explained as being caused by hard

luck or stupidity. Third and finally, the person uses his perception

and explanation to form an expectation about the future. If he ex-

periences a failure that he believes was caused by his own stupid-

ity, then he will expect to fail again when he finds himself in situ-

ations requiring intelligence.

Behavior refers to the observable consequences of (non)contingency

and the person's cognitions about it. Most typically, helplessness

studies measure someone's passivity versus activity in a situation

different from the one in which uncontrollability was first encoun-

tered. Does the individual give up and fail to initiate any actions

that might allow her to control this situation? In addition, helpless-

ness theory claims that other consequences may follow as well from

the individual's expectation of future helplessness: cognitive retar-

dation, low self-esteem, sadness, loss of aggression, immune changes,

and physical illness.

THREE USES OF "LEARNED HELPLESSNESS"

One immediate result of the three-part theory just outlined is that

learned helplessness has been used in three ways: to refer to non-
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contingency, to the expectation of helplessness, and to passive be-

havior. This has led to the claim that the theory is ambiguous. But

it is important to keep in mind that a pure case of learned helpless-

ness must have all three components: noncontingency between the

person's actions and outcomes, the expectation that the outcome

will not be contingent in the future, and passive behavior.

We believe that learned helplessness has been overused and ap-

plied promiscuously to situations that do not bear a convincing re-

semblance to pure cases. What one often finds are cases that have

only one or two components, not all three. These are incomplete

cases. One of the main tasks of this book will be to separate incom-

plete cases from complete ones, and both from those that misuse

the concept entirely.

Let us return to the six examples that started this chapter and see

which of them are complete cases of learned helplessness.

1. Passivity in the laboratory rat involves directly manipulating

the contingency and observing its subsequent maladaptive behav-

ior. Cognition is inferred from a series of experiments on immuni-

zation, therapy, and cognitive retardation that we detail in Chapter

2. This is therefore a "complete" case.

2. In unipolar depression, we see the passivity (Laura had trouble

getting out of bed and getting started in the morning) and the cog-

nitions (she believes she will not get into graduate school, will never

find love, and so on). We do not know if noncontingency is the

precipitating factor here. In order to establish noncontingency, we
would have to find out if Laura tried in vain many different ways
to keep her boyfriend and to do well on her midterm. But if, for

example, we found that she pushed him away, this would not be a

case of learned helplessness. This stands as an incomplete case, which

becomes either a complete case or a misuse of the theory, depend-

ing on further information about noncontingency.

3. The reaction of the New Jersey Nets to defeat is also an incom-

plete case. One aspect of cognition, their explanatory style, is mea-

sured. Passivity is inferred from their poor performance in games
following defeats. Contingency is not measured but rather is in-

ferred from the prior defeat.

4. The nursing home study is a complete case. The researchers

manipulated contingency by making available movies and flowers

either irrespective of what the residents did or as a consequence of

their choice. Cognition is measured, as well as such outcomes as

passivity, poor morale, and death.

5. The vignette about Betty Jo—the abused woman—is a highly
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incomplete case and quite typical of applications that overuse the

theory of learned helplessness. Here part of the outcome is ob-

served: Betty Jo fails to leave her husband despite repeated beat-

ings. We infer passivity on her part. But she might have stayed as

an active choice because there were other payoffs involved. We just

don't know. Cognitions are not measured. And we don't know about

contingency. Was she beaten irrespective of what she did, or were

there actions she took that set off the beatings? Passivity is osten-

sibly a part of the picture, but for it to be illuminated by the concept

of learned helplessness, it is additionally necessary to find helpless

cognitions and noncontingent beatings.

6. Finally, the insurance case is also incomplete. The cognitions

are present, and passivity versus activity is present, too. But we
don't know if the rejections came about regardless of what Ben did,

or if they were controlled by his actions. Did he insult his pros-

pects? Did he have bad breath?

Throughout this book we look at a rich variety of experiments,

field studies, and case histories. We try to be careful in evaluating

whether each is a complete or incomplete case and what an incom-

plete case would need to become complete. We also try to identify

applications that have little to do with learned helplessness beyond

a surface similarity.

LEARNED HELPLESSNESS: INWARD, DOWNWARD,
AND OUTWARD

Our ambition for this book is to move learned helplessness in three

general directions: inward, downward, and outward.

By inward we mean the unraveling of the basic processes in-

volved in the phenomenon. Thus, we encounter learned helpless-

ness in learning theory, the story of which is found in Chapter 2.

Moreover, we see the collision of learned helplessness with social

psychology, and in particular attribution theory. This collision be-

gan when researchers tried to duplicate animal experiments on
helplessness with human subjects, but these workers soon found
the phenomenon among people to be much more complex. We tell

this story in Chapters 4 and 5.

By downward we mean the biological processes that underlie

learned helplessness. Chapter 3 explains the relationship of the con-

tingency, cognition, and behavioral aspects of helplessness to neu-

rotransmitters, hormones, and the immune system.

Finally, by outward we mean the application of learned helpless-
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ness to the understanding of human suffering and growth. Chapter

6 examines it as a model of depression, and Chapter 7 discusses a

set of speculations about the role of helplessness in a variety of

social problems. In Chapter 8, we address the role that learned

helplessness might play in physical health and illness.

WHY LEARNED HELPLESSNESS HAS
BEEN CONTROVERSIAL

Since its beginnings in the mid-1960s, learned helplessness has been

a center of debate. We believe that there have been several sources

of controversy. Most generally, as already pointed out, the concept

has been overused. Sometimes we have been guilty of this our-

selves, using our learned helplessness hammer to treat everything

we encounter as if it were a nail. We suggest that learned helpless-

ness remains a useful idea, and excesses in some applications should

not detract from the benefits of others.

Another source of controversy has been the conflict between cog-

nitive and behaviorist views of learning. The initial observations of

learned helplessness were of dogs who had received inescapable

shocks while strapped down in a harness (Overmier & Seligman,

1967). Afterward these dogs appeared passive and failed to escape

from further shocks in a shuttlebox. To explain this,
1 we hypothe-

sized that the harnessed dogs had learned that the administered

shock was independent of their responses and expected shocks to

be similarly uncontrollable in the shuttlebox (Maier, Seligman, &
Solomon, 1969; Seligman, Maier, & Solomon, 1971).

The controversy arises because traditional learning theory seems

to imply that it is impossible for a dog to be helpless. To learn that

the administered shock is independent of responding, the dog must
appreciate that the probability of shock occurring is the same when
a response is made as when it is not; as typically phrased, learning

theory does not allow these processes to occur. It allows the animal

to learn when a response follows an outcome (acquisition) and when
it does not (extinction). But it does not allow animals to learn when
an outcome occurs in the absence of a response, nor does it allow

an animal to put this piece of information together with information

about acquisition and extinction contingencies.

Learning theory is not about knowledge; it is about responses.

We claim that animals become passive as a consequence of learning

that responding is futile. Learning theory claims that animals only

learn responses.
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Behaviorism flourished partly through strictadherence to a method:

objective measurement. Its predecessors, structuralism and func-

tionalism, were mired in subjective reports. In contrast, Pavlov and

Thorndike made the associationism of the British empiricists objec-

tive. (It must be remembered that British associationism stressed

associations between ideas.) The dog displayed its association by a

countable number of drips of saliva, the cat by a plottable curve of

lever presses. This methodological concern soon crept into the

metaphysics of behaviorism and resulted in a forty-year confusion

between epistemology and ontology. The response, which was
measurable, became what was learned, and the association, which

was an inference, was dismissed, first as unimportant and then as

nonexistent.

Learning theorists argued that if the animals had given up and

ceased responding, the data must necessarily be false. Helpless an-

imals must have been engaged in some learned motor response that

competed with jumping in the shuttlebox. For years, we tested these

different accounts of the helplessness phenomenon.

Another source of controversy surrounding learned helplessness

has stemmed from a long-standing debate within the social sciences

between those who simplify phenomena in their attempt to under-

stand them versus those who complicate them. "Complophiles" fo-

cus on the richness and complexity of human behaviors and despair

when faced with attempts to reduce them to a few simple laws.

"Simplophiles" strategically ignore this richness and try to explain

as much as they can about human behavior with the fewest possible

principles. We are card-carrying simplophiles in a field dominated

by complophiles.

Learned helplessness has tried to explain a variety of very com-

plex phenomena—unipolar depression, sudden death, victimiza-

tion, among others—with very few principles. In our efforts to ex-

plain animal helplessness, the principles that we proposed

—

expectations and learning of noncontingency—were more complex

than those used by S-R (stimulus-response) learning theorists, and
so we were once thought of as complophiles. But in trying to ex-

plain failures of human adaptation using a theory of helplessness,

we in effect became simplophiles.

Nowhere is this dispute more clear than in the field of depres-

sion. We have spent much of the last fifteen years looking for sim-

ilarities among people suffering different degrees of depression: col-

lege students, demoralized women on welfare, prisoners, and
unipolar depressed patients. We have argued that the simple pro-
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cess of learning helplessness and giving up may be common to many
depressions and that learned helplessness in the animal and human
laboratory may provide a model of them.

Yet here is what Isaac Marks (1977), a noted British clinical re-

searcher, has said about this endeavor:

In contrast, present behavioral approaches are not specially promising

for the management of depression. One idea which has been mooted

about is that the state known as ''learned helplessness" in animals and

in man constitutes a paradigm for clinical depression. However, it has

not so far been shown that learned helplessness is associated with any-

thing more than mild mood change without the concomitants of serious

clinical depression such as guilt, nihilism, suicidal ideas, anorexia, and

insomnia lasting at least several weeks.

Martin Seligman (1977) replied,

You seem to think that any model of depression in the laboratory must

somehow produce suicide, crying, weight loss, guilt and nihilism. I think

that this is a demand that does not bear scientific scrutiny. Model air-

planes do not need to make transatlantic flights; they only need to em-

body the essence of flying in an airplane. A laboratory model of anxiety

need not produce screaming, defecation, and panic attacks—it need only

isolate the essential properties of anxiety.

The work on learned helplessness started well within the main-

stream of a discipline—animal learning. But because our interest

has been the pursuit of a phenomenon, and not adherence to what
a particular discipline defines as its domain, we have wandered far

afield, as this book documents. We discuss topics in abnormal psy-

chology, cognitive psychology, social psychology, and behavioral

medicine. We also touch on history and political science.

WHY LEARNED HELPLESSNESS HAS BEEN POPULAR

With all this basis for controversy, why, you might ask, has learned

helplessness been as popular as it has? Some of the reasons are

obvious: (a) replicable and easy-to-use research tools: laboratory

helplessness in animals, laboratory helplessness in people, and the

Attributional Style Questionnaire; (b) grounding in basic psychol-

ogy: learning theory, neuropsychology, and attribution theory; and
(c) possible application to a variety of human troubles—depression,

cancer, poor school achievement, crowding, abused women, among
others—in an era that yearns for

'

'relevance" from academic psy-

chology.
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But there is another reason that is not at all obvious, which cuts

so deep that we have used it as the subtitle for this book. We began

this chapter by referring to a sea change in what counted as an

explanation in social science: from people being pushed and pulled

by their environment to people choosing outcomes and controlling

their environment. Before I960, it was not fashionable to explain

our behavior as something we initiate and direct. By 1990, however,

such explanations abounded. How and why did this change come
about?

Sociologists of science attempt to identify the forces that legiti-

mize various explanations. For example, Francis Bacon (1561-1626)

proposed the shocking notion that science need not be confined to

observation alone but that human beings could actually control na-

ture. The idea of the experiment embodies the idea that people might

actively manipulate nature, not just passively predict its inevitable

course, as Western science prior to Bacon had always been content

to do. What forces legitimized Bacon's ideas and allowed them to

become popular?

One possibility is the Black Death and the ensuing social mobility

throughout Europe. Because the plague killed so many members of

European society, jobs and positions opened to people who had
seen no upward social mobility for almost a thousand years. The
rock of feudal society proved itself to be a river. If society could

move, if one's social position could be bettered by one's actions,

perhaps nature itself could be controlled. It is interesting to note

that Bacon's father rose dramatically in social position to be lord

keeper of the seal under Queen Elizabeth, after the family had been

serfs for hundreds of years.

Let's jump forward to the 1960s and speculate as to what hap-

pened in the United States to legitimize personal control as an ex-

planation of human action. We suggest several related events that

capture the forces that conspired to highlight the role and function

of personal control or its absence.

The Rhinestone Refrigerator. The assembly line brought a wide range

of goods to an enormous market at low prices. But every Frigidaire

was white, and every Model T was black. When computer technol-

ogy was applied to the assembly line in the 1960s, machine intelli-

gence could be cheaply used to customize consumer goods. It be-

came almost as cheap—and just as profitable—to paint each

refrigerator white as to encrust every fiftieth one with rhinestones.

There was now a huge, untapped market for individual, idiosyn-

cratic choice. Jeans are now no longer uniformly Levis but come in
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hundreds of varieties and dozens of colors and in scores of "de-

signer" variations. As advertising began to exalt individual choice,

perhaps it became a new reality for social science to explain and to

use as an explanation of other phenomena.

The Kennedy-King-Kennedy Assassinations. The United States has

witnessed an erosion of belief in the efficacy of its institutions. It is

commonplace to talk of the loss of our faith in the church, the death

of God, and the decline of the family. In addition, our belief in

government as a benevolent and effective source of control has

eroded. The futility of our government's massive exercise of force

in Vietnam and its failure in bettering the lives of the poor have

surely contributed to this erosion as well.

Even more crucial in this decline may have been the series of

political assassinations in the 1960s. Many young people just com-

ing into political awareness invested their faith in the future in such

charismatic leaders as John Kennedy, Martin Luther King, and Rob-

ert Kennedy. All were gunned down. Their young followers, we
believe, turned from the belief that larger movements could control

the future and make it better to the hope that they, as individuals,

could at least control their own lives. These same people are now
middle-aged, and many of them have shaped modern social sci-

ence.

Along these lines, the Vietnam War may have taught individuals

a similar lesson: larger social forces exist that are oblivious to the

wants and wishes of individual people; it is better to turn one's

attention to matters of personal control. We may have seen the

newest version of this in the bifurcated reaction of Americans to the

Persian Gulf War: confusion about the war itself but unconditional

support for the soldiers who participated in it.

Undreamed-of General Prosperity. The United States is a Croesus-

rich country. We will not enter into debate about the haves and the

have-nots in our society or about the illusory nature of wealth. Suf-

fice it to say that more people have much more buying power now
than at any time or place in history. And wealth means something

different today than it did in centuries past. Consider the wealthy

medieval prince. Most of what he owned was inalienable. He could

no more sell his land and buy something else than he could sell his

name. Today, wealth means choice, an incredible, bewildering ar-

ray of choices—more records, more clothes, more education, more
autos, more concerts and books, more knowledge available to buy
than ever before. And who chooses? The individual.

Perhaps it is not just fashions of explanation that have changed.
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Perhaps the very facts of life are now different for those of us in the

here and now. Is there now actually more personal control, which

is distributed over more individuals than ever before? We think so.

The upshot of this is that social and economic change in the second

half of the twentieth century may have legitimized and even helped

to create the notion of personal control. With this change it became

more viable to explain human action as centered in the initiative of

individuals and less viable to explain it in terms of the pushes and

pulls of the environment. Notions like learned helplessness, self-

efficacy, and locus of control were spawned by Rhinestone Refrig-

erators, political assassinations, and general affluence.

We end this chapter on a somber note. What is the future of no-

tions like personal control? We believe that it may be limited. An
overriding belief in one's own control presents two problems: it brings

increased depression in its wake, and it makes meaning in one's

life difficult to find.

NOTES

1. Let us be explicit about the use of pronouns here. "We" three were not

all involved in every study and theoretical pronouncement mentioned here

—

far from it. Learned helplessness has been the work of numerous individuals.

We use "we" simply to make the text flow smoothly.



Learned Helplessness in Animals

Our work on learned helplessness grew out of the study of animal

learning. Indeed, the learned helplessness phenomenon was acci-

dentally encountered in the mid-1960s during our attempts to test

predictions of two-process learning theory. Because we (Steven Maier

and Martin Seligman) were students of learning theories, the devel-

opment of our explanatory principles was both constrained by and
at the same time a reaction against these theories. Moreover, the

controversy that surrounded learned helplessness research from

roughly 1967 to 1975 concerned not so much the nature of the phe-

nomenon and its limits but rather the clash between the explanation

that we had offered and the tenets of traditional theories. In this

chapter, we trace the development of learned helplessness in ani-

mals and evaluate its current status.

THE FIRST LEARNED HELPLESSNESS EXPERIMENTS

We entered graduate school in 1964. These were the days of S-R

theory: the attempt to explain all behavior—animal and human—by
considering only stimuli present at the moment or shortly before the

moment of behavior and the responses and reinforcements that oc-

curred in the presence of these stimuli in the past. Behavior was
explained by reference to physical stimuli in the present, not by

purposes and events in the future.

In the 1950s, much of the research and theorizing in this tradition

tried to show that seemingly purposive behavioral acts could be re-

duced to an S-R analysis. By the 1960s, avoidance learning in ani-

17
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mals—because it looked so purposeful—had become the focus of

this effort. An animal such as a dog or rat sits quietly on one side

of a shuttlebox. A light comes on signaling that the animal's feet

will be shocked in ten seconds unless it jumps a hurdle and crosses

to the other side of the shuttlebox. The animal rather casually gets

up and jumps to the other side of the box. The theoretically "naive"

observer would say that the light told the animal that the shock was

coming and that the animal then jumped the hurdle to avoid the

shock.

S-R theorists did not accept this simple explanation, largely be-

cause of their (mistaken) belief that it explained a present event

(jumping the hurdle) by reference to a future cause (the avoidance

of the shock). In point of fact, the cause here is obviously the ani-

mal's expectation about the relationship between jumping and shock

avoidance, and this expectation is contemporaneous with the re-

sponse. But neither animals nor people were permitted expectations

because the S-R approach required explanatory entities to be di-

rectly observable. "Expectations," of course, are mentalistic and

cannot be seen. S-R theorists did not so much deny the existence

of expectations as hold them inappropriate as explanations.

Some "appropriate" process that did the theoretical job of expec-

tations had to be found. Two-process theory fit the bill (Mowrer, 1947,

1960; Rescorla & Solomon, 1967).Let us explain. First, an animal's

fear becomes conditioned to the light in the avoidance situation be-

cause it is paired with shock during early trials, before the animal

has learned the avoidance response. Second, in the standard avoid-

ance procedure, the animal's jumping not only prevents the im-

pending shock but also turns off the light. This reduces the fear that

has been classically conditioned to the light. According to two-

process theory, the animal does not jump to avoid shock; that is

just a happy coincidence. Rather, it jumps because it is reinforced

by the termination of the fear-arousing light. The animal is there-

fore not motivated by shock avoidance (in the future) but by escape

from the light (in the present). Here we have no purposive action,

just classical conditioning (the first process) combined with instru-

mental reinforcement (the second process).

Radical behaviorists argued against two-process theory. Rather than

invoking emotions such as fear, they believed that the animal's

avoidance could be explained solely in terms of its instrumental

component; jumping is reinforced, and the light simply acquires

"stimulus control" over jumping.

Here is where we entered the fray. We were at the University of
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Pennsylvania, studying with Richard Solomon in the Department

of Psychology. Prior to our arrival, Solomon and his students thought

of a way to test between two-process theory and the radical behav-

iorist alternative. In the paradigm just described, pair the light with

the shock before the animal (a dog in this case) learned to jump in

the shuttlebox, while it is still strapped down in a harness. This

way, the light could hardly acquire stimulus control over jumping.

Then after this phase, train the dog to avoid some other signal, say

a tone, in the shuttlebox. If fear of the signal motivated jumping to

the light, and if fear had been conditioned to the light, then turning

on the light should cause the dog to jump, even though it had never

experienced the light in the shuttlebox.

Just this experiment was attempted by two students in Solomon's

laboratory: Russell Leaf and Bruce Overmier. The experiment did

not work as planned (Overmier & Leaf, 1965). Dogs who had re-

ceived pairings of light and shock in the harness simply would not

learn to jump when they got to the shuttlebox. This was considered

by many in our lab as merely an annoyance that got in the way of

testing two-process theory. After all, the experiment could be done

at least as adequately by reversing the phases—doing the avoidance

training first, then pairing the light and shock while the dog is in

the harness, and finally testing the light in the shuttlebox. The light

still cannot gain stimulus control over jumping unless one assumes

the animal is making miniature or mental jumps over a hurdle while

strapped in a harness.

One scientist's artifact can be another's phenomenon. In the late

fall of 1964, Bruce Overmier showed us a "helpless" dog in the

shuttlebox, passively accepting shock and not jumping the hurdle

to turn it off. He asked us if we wanted to collaborate with him to

unravel the puzzle it represented. We found the phenomenon to be

dramatic and worthy of attention in its own right.

If the dog failed to jump when the light came on, it was shocked.

This shock could itself be discontinued if the dog jumped. If the

dog did not jump, the shock was turned off after 60 seconds. These

dogs did not learn to jump the hurdle to turn off the shocks and
would continue to "take" the full 60 seconds of shock on trial after

trial. Interestingly, the animals would occasionally leap over the

hurdle. But on the next trial, they would revert to taking the shock.

It was as if they did not profit from their exposure to the relation-

ship between their jumping over the barrier and the termination of

shock. Intrigued by these results, we decided to pursue an expla-

nation for this laboratory annoyance.
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LEARNED HELPLESSNESS THEORY

The classical conditioning phase of the Overmier and Leaf (1965)

experiments involved administering 10-second tones to a dog fol-

lowed by 0.5-second shocks to its feet. This produced later failure

to learn to escape and avoid in the shuttlebox. Of course, because

this was classical conditioning, the dogs were unable to alter the

sequence of events or the events themselves. Our first experiments

investigated just which aspects of this classical conditioning proce-

dure were critical. Were the tones necessary? Did the shocks have

to be brief? And so on. These studies revealed that the essential

feature was that the dog be given a sufficient number of shocks that

it could do nothing to prevent or terminate. The occurrence of the

tones and the duration of the shocks were not essential. Indeed,

the delivery of eighty 5-second inescapable and unavoidable shocks

became the standard procedure used to produce and study later

failure to learn in the shuttlebox.

Why does exposure to inescapable shock produce a dog who does

not learn a very simple shuttlebox task later on? We proposed an

answer (Maier, Seligman, & Solomon, 1969; Seligman & Maier, 1967;

Seligman, Maier, & Solomon, 1971). When shock is inescapable, the

dog learns that it is unable to exert control over the shock by means
of any of its voluntary behaviors. It expects this to be the case in

the future, and this expectation of uncontrollability causes it to fail

to learn in the future. We further suggested that the expectancy

reduces the dog's incentive to attempt to escape, thereby producing

a deficit in its response initiation. And it also interferes with the

actual learning of response-shock termination relationships, thereby

producing a cognitive deficit.

Here is the theory of learned helplessness in unvarnished form.

It has three components: (1) critical environmental conditions; (2)

translation of these conditions into an animal's expectations; and (3)

alteration of the animal's psychological processes by these expecta-

tions. We now explicate this theory more fully and attempt to give

you some idea of why it proved so controversial.

Control, Contingency, and Contiguity

Although it may seem obvious that animals can learn the degree to

which their behavior exerts control over important environmental

events, the traditional S-R approach did not allow for this. For S-R
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theorists, animals learned only motor responses. The strength of

such learning was presumably determined by the frequency or

probability with which reinforcement follows. One conditional

probability, the probability of reinforcement given the occurrence of

some response, governs all instrumental learning: P(Rft/R).

To learn that an animal's behavior does not control some outcome

means that the animal must learn two conditional probabilities and

the relationship between them. It must learn what happens when
it does respond—P(RhVR)—as well as what happens when it doesn't

respond—P(Rft/No R); it must also appreciate that the outcome is

the same either way: P(Rft/R) = P(Rft/No R).

We argued that the traditional S-R approach inadequately char-

acterized the sensitivity of animals to the possible relationship be-

tween act and outcome. The S-R approach acknowledged sensitivity

only to the temporal conjunction of the response and the reinforcer.

However, animals are actually sensitive to all possible variations and

combinations of P(Rft/R) and P(Rft/No R), as shown in Figure 2-1.

Said another way, animals are sensitive to the contingency between

the response and the reinforcer: the dependency or correlation be-

tween the two. Whenever the two probabilities are unequal, there

is a dependency between the response and the reinforcer. Here the

animal has some control over the reinforcer in the sense that it can

make its occurrence more versus less likely by making or withhold-

ing the response, as the case may be. In rough terms, the greater

the difference between the two probabilities, the greater the degree

of control. When the two probabilities are equal for some response,

the reinforcer is not dependent on that response. Thus, it follows

that the animal cannot exert any control over the reinforcer, regard-

less of what it does or does not do.

The difference between traditional S-R theory and our proposal is

deeper than it might seem. S-R theory stresses only temporal conti-

guity between the response and the reinforcer, viewing the animal

as trapped by momentary co-occurrences of events. If a response is

followed by a reinforcer, it is strengthened even if there is no "real"

relationship between them. And events that occur in the absence of

a particular response have no bearing on learning. In contrast, learned

helplessness theory proposes that the animal is able to detect cause-

effect relationships, separating momentary noncausal relationships

from more enduring "true" ones.

To see this difference more clearly, think of a dog in a learned

helplessness experiment receiving a series of inescapable shocks.
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o

P (Rft/R)
Figure 2-1. Contingency space.

On a given trial, it makes some response (e.g., barking) just before

the shock goes off. The contiguity position would expect this hap-

penstance to make barking more likely to occur on the next trial of

shock. Each such accidental contiguity should further strengthen

barking as a response to shock. The fact that shock also ends with-

out any barking is irrelevant. All that matters is that each conjunc-

tion of barking and shock termination strengthens the connection

between the two. If this happens a sufficient number of times, the

dog will bark in reaction to the shock. Learned helplessness holds

that the dog will compare the likelihood of the shock going off when
it barks versus when it does not. And barking should not take place

as a response to shock.
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Representation, Expectation, and Perception

We also argued that the animal transforms objective environmental

evidence about the degree of contingency or control into a cognitive

representation. Although we were initially vague about this process

(see the discussion by Alloy & Seligman, 1979), it must involve at

least two steps. First, the animal must somehow perceive the pres-

ent contingency. Our theory does not specify the molecular pro-

cessing steps that allow this to happen. Second, the animal must

somehow form an expectation about future contingency or lack

thereof.

It is the animal's expectation that we claimed to be the critical

mediating cognitive event in learned helplessness and thus respon-

sible for the observed deficits. The step from perception to expec-

tation allows factors such as beliefs, knowledge, already existing

expectations, and causal attributions to come into play. Said an-

other way, many processes can intervene to influence the resulting

expectation.

Psychological Processes

Finally, we argued that the animal's expectation that an aversive

event is uncontrollable should lead to alterations in at least three

psychological processes. We now review these processes, which are

directly responsible for the behavioral changes that we observed.

Incentive Motivation. Learning that responding and outcomes are

independent and expecting that noncontingency to hold in the fu-

ture require further processes to produce the animal's subsequent

failure to learn tasks, such as escaping from a shuttlebox. Rather,

the cognition of uncontrollability affects two types of processes in-

volved in the animal's acquisition of instrumental tasks, one moti-

vational and the other cognitive. The motivation to respond is often

said to involve two components—drive and incentive (e.g., Bolles,

1967). Drive refers to biologically determined urges such as hunger

and thirst, whereas incentive refers to the anticipation of some fu-

ture reinforcement. Incentive theories of motivation claim that much
(Spence, 1956) or all (Mowrer, 1960) of the motivation to respond in

an active manner is determined by incentive. If the animal's moti-

vation to respond is determined by the anticipated reinforcement

for doing so, then the expectation of a noncontingent relationship
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between response and reinforcement should undermine it. If the

animal does not expect its responses to increase the probability of

reinforcement, then why try?

Cognition. In addition, as already discussed, we proposed that ex-

posing an animal to uncontrollable shock also results in a cognitive

deficit, an interference with what the animal actually learns when
exposed to the relationships between its own behavior and shock.

In this situation, there is an alteration in the manner in which the

animal processes information concerning the learning task, rather

than just a diminution in its response initiation or movement. When
inescapably shocked animals are given a subsequent learning task

that involves escape, they do occasionally respond appropriately and

turn off the shock. But they differ from normal animals in what

they learn about these episodes and what they come to expect about

the future.

Animals previously exposed to inescapable shock may not regis-

ter the contiguity between their response (jumping the hurdle, for

example) and the cessation of shock. This could happen in a variety

of ways. For example, learning that some particular external cue

such as a light or a tone is "irrelevant' ' in predicting the occurrence

of a reinforcing event such as food or shock reduces the "associa-

bility" of the cue (Mackintosh, 1975).

Associability here means the ability of the cue to be later associated

with the reinforcing event when there is a predictive relationship

between them. Exposing an animal to a random relationship be-

tween a cue and a reinforcer interferes with it developing an asso-

ciation between them if they are subsequently made contingent. Al-

though a number of mechanisms have been proposed for this reduced

associability, one possibility is that the animal is not attentive to the

external cue. Another possibility is that the animal may cease pay-

ing attention to internal cues. In any case, this perceptual bias re-

quires, first, the perception of noncontingency between act and out-

come during inescapable shock and, second, the expectation that

this will later be true in a different learning situation.

Animals previously exposed to uncontrollable shock may accu-

rately register the co-occurrence of their behavior with the termi-

nation of shock but then not expect the relationship to hold in the

future. They have an expectational tendency rather than a percep-

tual block. In other words, they might not "attribute the cause" of

shock termination to their response and so have no expectation that
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voluntary responses will work on future trials (see Testa, 1975, for

a discussion of the perception of causality by animals).

Consider a rat given a series of inescapable shocks. On any given

trial, it may well have engaged in some specific behavior immedi-

ately before the shock terminated. It might have lifted its right front

paw. On the next trial, the rat might try this response in order to

terminate the shock, only to find that it has no effect. On this trial,

some other response might accidentally precede the termination of

shock, but this too will prove ineffective on a later trial. In short,

the rat is exposed to a number of occasions on which any response

that happens to coincide with relief has no real relation to shock

termination. Why should the rat later attribute significance to a per-

ceived co-occurrence of jumping the hurdle and shock cessation?

In sum, we hypothesized that the animal's perception and expec-

tation of noncontingency interfere with both its perception of

response-reinforcer relations on a given trial and its expectation that

responses will be followed by reinforcers on subsequent trials. An-

other way of saying this is that the animal's individual trial percep-

tion and its overall contingency perception are both impaired.

Emotion. Finally, we proposed that the experience of uncontrolla-

bility leads to emotional changes. More specifically, we suggested

that learning that one has no control over aversive events leads to

anxiety that is then followed by depression if the experience contin-

ues (Maier & Seligman, 1976). Learned helplessness has been sug-

gested as a model for depression, and we review in detail the evi-

dence bearing on this claim in Chapter 6.

Initial Supporting Evidence

As you might expect, our statement of learned helplessness theory

was followed by a series of experiments designed to test its essen-

tial assertions. The core of the theory is that the impact of inescap-

able shock does not depend on the shock itself but rather on its

uncontrollability. When the animal learns that it has no control and
expects this to be true in the future, it undergoes motivational and
cognitive changes that are responsible for its failure to learn to es-

cape.

The straightforward test of this hypothesis is to compare the ef-

fects of controllable and uncontrollable shock. Clearly, controllable

shock should not lead to the learning of noncontingency and thus

should not lead to later learning deficits in different situations. Even
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though controllable shock is aversive and painful, it should not pro-

duce learned helplessness.

To conduct this experiment most appropriately, the researcher must

arrange exactly equal exposure to shock in those animals that do

and do not have control. Otherwise, any subsequent behavioral dif-

ference can be attributed to the difference in shock rather than to

the control dimension. To meet this requirement, we introduced the

triadic design. One group of animals is exposed to a series of escap-

able shocks, each of which can be terminated by some response

such as pushing a lever or turning a wheel. A second group re-

ceives a series of inescapable shocks that are yoked to those deliv-

ered to the first group. That is, each member of this second group

is paired with a member of the "escape" group and given the iden-

tical series of shocks. Each shock begins and ends identically for

both animals, with the duration of course determined by when the

escape animal responds. A third group of animals receives no shock

at all, which allows the researcher to assess the effects of shock

per se.

Well over a hundred studies using this design have now been

conducted. The almost invariant outcome is that only uncontrolla-

ble shock produces helplessness effects. Controllable shock, even

though it is physically identical, does not have these consequences.

Controllability—not shock per se—is the critical determinant.

However, learned helplessness theory does not say that controll-

ability alone is critical. It also points to the perception of noncontin-

gency and the expectancy of future uncontrollability. If we can in-

terfere with these processes, we should influence the occurrence of

learned helplessness effects even if noncontingency is objectively

present. Therefore, we reasoned that if an animal initially had con-

trol over an aversive event, this ought to interfere with its subse-

quent learning of noncontingency when it encounters inescapable

shock. At the same time, an initial experience like this might also

reduce the animal's tendency to expect future noncontingency even

if it did learn that the subsequent inescapable shocks were uncon-

trollable. We found that when an animal was initially exposed to

escapable shock, learned helplessness effects were completely elim-

inated (Seligman & Maier, 1967). Later on, we discuss such "im-

munization" effects more thoroughly.

If the animal's expectation of uncontrollability is really critical, then

altering it by introducing controllability should eliminate learned

helplessness even after it has been fully developed. Thus, we gave



Learned Helplessness in Animals 27

a group of dogs inescapable shocks and tested them repeatedly for

escape learning in a shuttlebox (Seligman, Maier, & Geer, 1968).

After their failure to escape had become chronic, we removed the

hurdle and dragged the dogs back and forth across the shuttlebox

during escape trials. When each dog was dragged across the center

of the box, the shock terminated. After thirty to fifty such drag-

gings, the dogs began to respond on their own. Then we replaced

the hurdle, and the dogs continued to escape.

This "therapy" does not depend on exposing the subject to con-

trollability with the same escape response used for testing. Even if

the helpless animal is exposed to a totally different response that

controls aversive events, this experience still eliminates the learned

helplessness effect. For example, an inescapably shocked rat can

learn to escape in a shuttlebox if it is first trained to escape shock

by turning a small wheel with its paws. It is the animal's expecta-

tion and not its response that proves critical (Williams & Maier, 1977).

Learned helplessness theory is not restricted to dogs and rats,

electric shock, and shuttlebox escape/avoidance learning. It is in-

tended to apply to a range of species, to reinforcers other than shock,

and to a variety of learning tasks. This sort of generality was quickly

established (see Maier & Seligman, 1976, for a review). Escape def-

icits following inescapable shock have been demonstrated in cats,

goldfish, gerbils, guinea pigs, mice, rats, and people (see Chapter

4). And in addition to shuttlebox escape, bar pressing, pole climb-

ing, wheel turning, treadling, and swimming have been used to

demonstrate learned helplessness effects.

The most obvious question is whether there is something peculiar

about inescapable shock, or whether other inescapable aversive events

would also lead to a failure to learn an escape response. There has

not been much research on this topic, because it is not easy to find

aversive events whose controllability can be manipulated as readily

as shock. However, exposing animals to water that cannot be es-

caped does produce a later failure to learn to escape, whereas ex-

posing them to "escapable" water does not (Altenor, Kay, &
Richter, 1977).

The learned helplessness position further suggests that learned

helplessness will ensue even if the uncontrollable event is positive

or neutral. Animals exposed to positive events independently of their

behavior should learn that these are uncontrollable and should sub-

sequently be slow to learn that they have been made contingent on
their behavior. Indeed, "appetitive" learned helplessness has been
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reported by a number of investigators (e.g., Engberg, Hansen,

Welker, & Thomas, 1973; Welker, 1976). Moreover, even exposing

an animal to noncontingent "neutral" sensory events such as lights

or tones interferes with its subsequent acquisition of responses to

control them. And rats and other animals frequently learn re-

sponses whose only consequence is to initiate or terminate events

in their environment, and this tendency is undermined by initial

exposure to these events without being able to control them (Glow

& Winefield, 1982).

Up to this point, we have seen that noncontingent exposure to

an event interferes with an animal's ability to later learn to control

that event. But is the interference specific to the particular event in

question? To test this aspect of the generality of learned helpless-

ness, Altenor, Kay, and Richter (1977) exposed rats to either shock

or water, each of which was either controllable or uncontrollable.

Thus there were four groups of rats, and half of the animals in each

group were then tested for water escape and the other half for shock

escape. Uncontrollable shock interfered with both types of escape

learning. So too did uncontrollable water. In other words, learned

helplessness effects are general across the type of aversive event.

Along these lines, inescapable shock has even been shown to in-

terfere with an animal learning to escape an aversive state induced

by a psychological process rather than a noxious stimulus. Rosellini

and Seligman (1975) first gave rats either escapable, yoked inescap-

able, or no shock. The rats were then trained to run down a runway
to obtain food in a goalbox. The rats then received an extinction

procedure: that is, they continued to be run in the runway, but

there was no longer food in the goalbox. Extinction has been shown
to be a frustrating and aversive experience, and rats will learn to

perform responses to escape from places where this has occurred.

Rosellini and Seligman gave their rats an opportunity to escape from

the frustrating goalbox cues, and the rats that had experienced ines-

capable shock did not learn to escape.

Such generalization even extends across appetitive and aversive

categories. Animals exposed to inescapable shock are later poor at

learning instrumental responses to procure food (Rosellini, 1978),

and noncontingent food can interfere with learning to escape from

shock (Goodkin, 1976)! Transfer, then, is quite broad and extends

well beyond the actual noncontingent event that the animal experi-

ences.
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THE CONTROVERSY

After we published the learned helplessness hypothesis, others

quickly responded with a variety of alternative explanations for why
animals exposed to inescapable shock later failed to learn to escape.

Two different types of explanations were offered—behavioral and

neurochemical. In this chapter, we consider the behavioral alterna-

tives in detail. The neurochemical alternatives are the focus of Chapter

3, where we discuss the biology of helplessness. Here we briefly

describe both alternative explanations, then speculate on the rea-

sons for the intense controversy that followed, and finally consider

some of the evidence that bears on the controversy, particularly as

it entails behavioral alternatives. Space will not permit an exhaus-

tive discussion. The interested reader should consult Alloy and Se-

ligman (1979), Maier (1989b), Maier and Jackson (1979), and Maier

and Seligman (1976).

Incompatible Motor Response Theories

All of the behavioral alternatives had the same form, specifying three

steps:

1. The subject acquires a motor response during exposure to the

inescapable shocks.

2. The presence of shock in the test situation mediates the ani-

mal's transfer of this motor response to the test situation.

3. This motor response is incompatible with the required escape

response (e.g., jumping the hurdle) in the sense that it and

the escape response cannot be performed simultaneously.

By this view, the subject fails to learn the escape response because

it engages in another behavior that prevents it from performing the

escape response. There is no deficit in its motivation or information

processing, only a performance deficit. According to these hy-

potheses, the inescapably shocked subject is perfectly well moti-

vated and capable of learning to escape, but it simply does not emit

the proper motor response with the same probability as other ani-

mals.

The various incompatible motor response theories differ among
themselves in terms of the mechanism by which the animal acquires

the alleged incompatible response. For example, Bracewell and Black

(1974) argued that it hurts the animal more to move while it is being
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shocked than to hold still. Consequently, the animals exposed to

inescapable shock learn to hold still instead of jump the hurdle,

press the lever, or whatever.

Alternatively, Glazer and Weiss (1976) asserted that the inescap-

able shocks in learned helplessness experiments are typically 5 or 6

seconds long and that the motor activity elicited by shock subsides

in 3 or 4 seconds. Therefore, reduced activity on the part of the

animal ends up followed by shock termination and is thereby su-

perstitiously reinforced. Again, the animal's lack of activity keeps it

from escaping. Related proposals have been made by Anisman and

Waller (1973) and Levis (1976).

For these hypotheses, the bottom line is that animals who have

received escapable versus inescapable shock do not differ in moti-

vation or cognition, only with regard to the particular motor re-

sponse they have learned to cope with the shock: one is compatible

with the subsequently required escape response, whereas the other

is not.

Neurochemical Theories

A number of investigators have maintained that inescapable shock

is a severe stressor and depletes the animal's neurotransmitters nec-

essary for movement. The inescapably shocked animal subse-

quently performs poorly in escape learning tasks because it is liter-

ally unable to perform the escape response. Weiss and his associates

(e.g., Weiss, Glazer, & Pohorecky, 1976) focused on norepinephrine

as the depleted substance, whereas Anisman (1975) argued for both

noradrenergic and cholinergic involvement. Even though these pro-

posals reside at a different level of analysis than the incompatible

motor response alternatives, they similarly argue that inescapable

shock interferes with later escape learning because it affects an ani-

mal's motor processes. Again, inescapably shocked animals are seen

as cognitively unchanged by the experience.

Why the Controversy?

Once these alternative explanations were offered, the literature was
soon filled with papers attacking these positions as well. Why this

unusual amount of disagreement concerning how best to explain a

seemingly simple phenomenon? As we noted in Chapter 1, contro-

versy was fanned because the learned helplessness hypothesis ex-

emplified a new way to explain behavior. It contained a number of
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assumptions at odds with those of traditional S-R theories of learn-

ing. The intense disagreements concerning the explanation of the

behavioral effects of inescapable shock can be seen as part of a larger

debate: S-R versus cognitive accounts. The alternative explanations

of the learned helplessness effect assumed only S-R mechanisms.

The incompatible motor response theories, for example, assumed
only the reinforcement of motor responses, transfer of those re-

sponses produced by common stimuli, and the mechanical incom-

patibility of different motor patterns. And the neurochemical theo-

ries made no assumptions about learning at all.

Let us take a closer look at exactly how the learned helplessness

hypothesis departed from traditional S-R views. Appreciate, though,

that cognitive and S-R views are not mutually exclusive at all points

and thus not always easy to separate. Nevertheless, learned help-

lessness theory does seem to be at odds with four assumptions often

made by S-R theories.

1. Contiguity. At the time that we first proposed helplessness the-

ory, most learning theorists assumed that the temporal contiguity

between events is the critical factor responsible for learning. Some
viewed contiguity as necessary but not sufficient (e.g., Hull, 1943),

and some viewed it as necessary and sufficient (e.g., Guthrie, 1935;

Skinner, 1938). Regardless, they believed it to be of paramount im-

portance. As we have already discussed, the helplessness hypoth-

esis is phrased in terms of contingency and not contiguity.

2. Automatic strengthening and simplicity of the associative process. The

strengthening effect of contiguity was viewed as direct, inevitable,

and independent of the animal's cognitive activities. Conjunctions

of stimuli and responses were thought to strengthen their connec-

tion automatically. The learned helplessness hypothesis argues that

learning cannot be viewed as a product of simple coincidences.

Rather, it holds that the animal compares the probability of rein-

forcement in the presence versus absence of responses. The tem-

poral conjunction of an animal's response and the ensuing rein-

forcer is not seen as sufficient to strengthen a connection. Instead,

the animal analyzes the causal structure of its environment. The
learned helplessness hypothesis further argues that what an animal

learns from conjunctions between stimuli and its responses de-

pends on its prior representations of such relations and on the ex-

pectations it has formed.

3. Responses. Traditional S-R theorists proposed that what is learned

from an encounter with a classical conditioning or instrumental

training procedure is best characterized as a response (e.g., lever
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Table 2-1. S-R Theory versus Learned Helplessness Theory.

S-R Theory Helplessness Theory

Critical factor in learning Contiguity Contingency

Associative process Automatic Dependent on cognition

What is learned? Responses Expectation

Transfer of learning Narrow Broad

pressing, shuttling, salivating) rather than as a representation of the

environment and its contingencies. When learning is transferred be-

tween situations, this presumably reflects a mechanical interaction

between the responses involved in the situations. So if an animal's

experience in one situation facilitates learning in another, then the

response learned in the first is compatible with that required in the

second and augments it. And if interference occurs, then it is be-

cause the responses are incompatible, with the first somehow sub-

tracting from the second.

In contrast, we argued that animals learn expectations. Specifi-

cally, response-independent shock leads them to represent and ex-

pect an independent relationship. This cognitive state—as opposed

to a superstitiously reinforced motor response—interferes with later

escape learning. It seemed to us that S-R theory confused what was
learned with how that learning was measured.

4. Breadth of transfer. Most S-R theorists assumed that what is

learned about a given stimulus or response remains specific to that

stimulus or response. If there is any transfer of learning to new
situations, it comes about by stimulus generalization along dimen-

sions of physical similarity. In the absence of such physical similar-

ity, there is no transfer. However, for us the animal's expectation

generalized to a variety of other situations, whether or not they

were physically similar.

In sum, the learned helplessness theory departs in several ways
from traditional S-R notions about the essence of learning. These

differences are summarized in Table 2-1.

We now turn to a more detailed consideration of the nature of

the phenomenon itself and the evidence pertinent to its explana-

tion. But first, we comment on terminology. Initially, the learned

helplessness hypothesis was stated in S-R terms: responses, rein-

forcers, and their relationships. However, over the years, we grad-

ually abandoned this terminology as our impatience with the entire

S-R enterprise grew. In using the term "response" to describe be-
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havior, one implies that an animal is necessarily driven by environ-

mental events. Motivation here resides outside the animal; after all,

a response has to be a response to something, and S-R theory re-

quired that something to be directly observable—an external stim-

ulus. Similarly, in using the term "reinforcer" for events such

as shock termination or the presentation of food, one assumes

that these events necessarily influence behavior in a particular

way—by strengthening connections. As we abandoned this frame-

work, we began to substitute terms like "acts" for responses and

terms like "relief/' "positive outcome," or just "outcome" for rein-

forcer.

CONTIGUITY VERSUS CONTINGENCY

As we have already discussed, traditional S-R learning theories held

that the temporal conjuction of a response and a reinforcer auto-

matically strengthens that response. In contrast, learned helpless-

ness theory argued that animals regulate their instrumental behav-

ior by comparing P(RhVR) with P(Rft/No R). The greater the difference

between these conditional probabilities, the more frequently the an-

imal will actively emit or inhibit the response in question, depend-

ing on whether the difference is positive or negative. Here we will

attempt to evaluate the recent success or failure of these two posi-

tions.

Contiguity

The typical instrumental learning situation in which reinforcers are

dependent on an animal's responding cannot distinguish between

the operation of contiguity and contingency. Response dependency

establishes both contiguity and contingency between act and out-

come. To distinguish contiguity and contingency, one must conduct

experiments that deliver outcomes independently of an animal's re-

sponses. Here there is no contingency, only accidental contiguity.

Indeed, the major support for contiguity in instrumental learning

came from Skinner's (1948) well-known "superstition" experiment

and the conceptual framework to which it led. Skinner exposed pi-

geons to food reinforcement delivered independently of their be-

havior. Even though there was no experimenter-arranged contin-

gency between the pigeon's behavior and food delivery, each pigeon

developed an idiosyncratic response pattern, such as pecking at a
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particular spot on the wall. These response patterns became quite

stable and were emitted by the pigeon at high rates for session after

session.

Why should this happen when there is no "real" relationship be-

tween the delivery of food and the responses that had been ac-

quired? Skinner hypothesized that, on some occasions, the food ac-

cidentally followed some behavior on the pigeon's part. Contiguity

between that response and reinforcement strengthened the re-

sponse, so that it now occurred more frequently. This in turn in-

creased the chances that food would again follow that response

closely when it occurred. According to Skinner, the pigeon does not

compare what happens when it does and does not respond; it is

simply trapped in a positive feedback loop that is driven by conti-

guity.

A variety of subsequent response-stereotyping studies seemed to

further support the superstition notion. In these experiments, rein-

forcement is delivered independently of the animal's specific re-

sponses, so long as some general type of response was made. The

typical result is that the animal's behavior became stereotyped in

that it came to perform only a limited range of the allowable behav-

iors. For example, Antonitis (1951) required rats to insert their noses

in a horizontal slot in a wall to get some food. The rats could put

their noses anywhere along the slot and receive food, but they came
to respond to the very center of the slot. This sort of stereotyped

development has often been explained by reinforcer contiguity as

in Skinner's superstition experiment.

However, there are strong reasons to question the claim that these

sorts of results occur because of contiguous reinforcers. The super-

stitious reinforcement argument assumes that there actually is some
accidental contiguity between the response that becomes estab-

lished and the reinforcer. But this is not what occurs. Staddon and

Simmelhag (1974) directly observed the behavior of pigeons during

the delivery of periodic response-independent food. Just as did

Skinner, they found that stereotyped response patterns developed,

even though there was no contingency between these responses

and food. However, while these responses were developing, they

were not contiguous with food. Contiguity can hardly be offered as

an explanation for the observed change in the animal's behavior

because there was no contiguity.

Further arguing against the contiguity explanation resulted in

Staddon and Simmelhag's discovery that the stereotyped behaviors

that did emerge frequently appeared well in advance of food. In-
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deed, they often occurred at a point in time maximally distant from

the following food presentation.

It might be possible to blunt the Staddon and Simmelhag obser-

vation by suggesting that perhaps pigeons are not good at discrim-

inating the delay between their behavior and outcomes. But this is

not so. Nussear and Lattal (1983) trained pigeons to peck at the

center key among three when it was lit. The center key darkened

under two different conditions. Sometimes it darkened immediately

after a peck. And sometimes it darkened after a certain amount of

time had gone by since the last peck. When the center key dark-

ened, the two side keys were illuminated, and it was the pigeon's

job to peck one of these if the center key had gone off with no delay

and the other if there had been a delay. The pigeons were able to

make this discrimination even when the delay was as short as 0.2

second, the smallest one examined in this study!

That the "superstitious" response is not contiguous with the re-

inforcer, coupled with the fact that the pigeon is very good at dis-

criminating even very small response-outcome delays, makes the

reinforcer-contiguity explanation of the superstition experiment very

unlikely. More recent work indicates that the response-eliciting

properties of reinforcers, response bias, and the arousal induced by

reinforcers are really responsible for the development of "supersti-

tious" responses (Killeen, 1978, 1981).

But what can we make of the response-stereotyping experiments?

Here there is accidental contiguity between the response that be-

comes stereotyped and the reinforcer. In the Antonitis (1951) exper-

iment, for example, the rat did obtain food immediately after in-

serting its nose into the slot, and so there is accidental contiguity

between food and responding to a particular location. The re-

sponse-stereotyping experiments seem to better support the princi-

ple of contiguity than does the superstition experiment.

But Davis and Piatt (1983) noted that response-stereotyping ex-

periments typically do not assess whether the various response val-

ues are functionally equivalent. There might be many reasons other

than contiguity why the animal comes to focus on a response of a

given value. The particular testing apparatus might constrain the

animal's responses, for example, or particular responses might be

more susceptible to reinforcement than others. Antonitis explained

his results by suggesting that the location of the food tray in his

apparatus—directly opposite the center of the food slot—was prob-

ably responsible for the stereotyping of responses near the center

of the slot.
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Davis and Piatt (1983) went on to conduct a series of response-

stereotyping experiments in which they first established the func-

tional equivalence of the different response values. A vertical joy-

stick that could be displaced in any direction was suspended from

the ceiling of a chamber. Rats were given food reward for mov-
ing the joystick. In an initial series of experiments, the rats were

given food only if they displaced the joystick in a particular direc-

tion, and all directions proved to be equivalent in their reinforcea-

bility.

The critical question was what would happen if the rats were given

food regardless of the direction in which they moved the joystick.

Would stereotyping to a particular position occur? If contiguity is

sufficient to produce response acquisition, the animal's distribution

of response directions should narrow as training progresses and

contiguity operates. Oscillations might occur, but the response dis-

tributions should in general diverge from randomness as contiguity

exerts its effects. This did not happen; that is, stereotyping did not

occur.

The phenomena thought to provide support for contiguity do not

do so upon more careful analysis. But are there data that directly

contradict the predictions of contiguity? A number of investigators

have provided such data by conducting experiments with the fol-

lowing strategy. First, train animals to perform some response in

order to obtain reward. Use schedules of reinforcement such as

variable-interval schedules so that the animal responds at a steady

rate and receives reward for only a small fraction of the responses

it made. Then, after the response has been well acquired, continue

to reinforce the response on the usual schedule but add response-

independent reinforcers to the situation. Does the addition of the

response-independent reinforcers increase or decrease the rate at

which the operant response is produced?

The additional reinforcers do not reduce the number of conjunc-

tions of the response and the reinforcer, so contiguity would not

predict a response rate decrease. Indeed, by a contiguity view, the

added reinforcers should increase the number of response-

reinforcer pairings because some of them will by accident follow the

operant response very closely. However, the independently deliv-

ered reinforcers end up decreasing the rate at which the response

occurs (Rachlin & Baum, 1972; Zeiler, 1977).
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Contingency

The contingency view has two obvious requirements. 1
First, ani-

mals must be able to discriminate the occurrence of reinforcing events

that are dependent on their behavior from those that are indepen-

dent. If they cannot do so, P(Rft/R) versus P(Rft/No R) cannot have

any psychological impact. Second, changes in the degree of contin-

gency must produce changes in the animal's behavior. The relation-

ship between the two conditional probabilities should control its be-

havior.

In an important series of studies, Killeen (1978; Killeen & Smith,

1984) arranged for pigeons to indicate whether they could distin-

guish response-dependent outcomes from those that were re-

sponse-independent. They were first trained to peck a lit response

key. Each peck darkened the key with a probability of .05. That is,

1 of 20 pecks was followed by the outcome of key darkening, but

the pigeon had no way to predict which peck would do so.

At the same time, a computer generated "pecks" at the same rate

at which the pigeon had recently been pecking. These computer

pecks were also followed by key darkening with a probability of .05.

Thus, some key darkenings were dependent on the pigeon's peck,

and some were independent because they were due to the comput-

er's input. When the key darkened, two side keys were illuminated.

The pigeons were then given food if they correctly reported whether

it was their peck or the computer's peck that darkened the center

key. The pigeon had to peck the left side key if its own behavior

had produced darkening of the center key, and the right side key

otherwise.

The pigeons were able to perform this task quite accurately and

indicate whether or not their behavior had darkened the center key.

However, it should be obvious that there must have been occasions

on which the computer peck coincided with the pigeon's own pecks,

because the computer pecks were unconstrained. If the two coin-

cided exactly, it would be impossible for the pigeon to make a dis-

tinction. It is therefore possible to assess exactly how well the pi-

geon performs this task. How close can the response-independent

change be to the pigeon's own peck and still allow the pigeon to

indicate that the key darkening was independent of its own behav-

ior? Killeen has estimated the just noticeable difference (jnd) as

roughly 1/20 of a second!

The heart of the contingency notion is that behavior should vary

with both P(Rft/R) and P(Rft/No R). A response should be acquired



38 Learned Helplessness

only if P(Rft/R) is not equal to P(Rft/No R), and it should become

stronger as the difference in the probabilities increases. Said an-

other way, for any given P(Rft/R), the response should weaken as

the P(Rft/No R) approaches the value of P(Rft/R). This prediction is

clearly at odds with the contiguity notion, because it posits varia-

tions in learning with contiguity held constant.

Unfortunately, it is not easy to test this prediction. The appro-

priate experiment requires one to manipulate the value of P(Rft/No

R), but how is it possible to calculate this probability and arrange

for it to occur? It is simple to arrange any specified P(Rft/R), because

instances of R can be easily observed. If one wants a .33 probability,

one delivers a reinforcer one-third of the time following a response

by an animal. But how can one arrange for P(Rft/No R) to be .33?

To do this would require identification of every No R so that one-

third of them could be followed by the reinforcer. If R does not

occur for some designated period of time, how does one count how
many No Rs have occurred in this period of time? 2

Hammond (1980) provided one clever solution to this dilemma.

He developed what might be called a probabilistic reinforcement

schedule. The schedule determined whether or not a reinforcer would

be delivered every t seconds, depending on whether one or more
Rs had occurred during that period of time. For example, rats were

put in a situation in which the P(Rft/R) was held constant at .12 for

each 1 second. The response was lever pressing and the reinforcer

was water. This means that a determination was made as to whether

a lever press had occurred in the last second, and if so, water was
delivered with a probability of .12. P(Rft/No R) could now be varied

within the same time interval, namely 1 second. Every 1-second

interval was examined to see if an R had occurred. If no lever press

had occurred during that interval, then that was taken as a single

instance of No R. Each 1-second interval could be examined for in-

stances of R or No R.

It therefore was possible for Hammond to deliver the reinforcer

with any probability he desired for No R. He found that lever press-

ing fell off as P(Rft/No R) increased from to .12, as predicted by

contingency theory. A parallel study by Tomie and Loukas (1983)

using position in an open field as the response and brain stimula-

tion as the reinforcer supported Hammond's conclusion. At an em-
pirical level, the contingency between response and reinforcer does

influence the animal's behavior.

Still, our contingency proposal is vague and unspecified in a

number of ways. The very idea of contingency requires more defi-
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Table 2-2. Contingency Matrix.

Rft No Rft

Response a b

No response c d

nition than we originally gave it. To understand the problem in-

volved, appreciate that the animal does not directly encounter con-

ditional probabilities in its environment. These probabilities are

abstractions that can only be calculated from information that the

animal actually does receive: its own actions, events in its environ-

ment, and the time between them. Responses, environmental events,

and the conjunction of responses and events occur with certain fre-

quencies, and probabilities are calculated from these frequencies.

There are four relevant frequencies that form a 2 x 2 contingency

matrix as shown in Table 2-2. The four cells are the possible con-

junctions of R versus No R and Rft versus No Rft. Cell a represents

instances in which an animal's response is closely followed by a

reinforcer; cell b represents cases in which its response is not closely

followed by a reinforcer; cell c represents instances in which the

nonoccurrence of response is followed by a reinforcer; and cell d

represents instances in which a nonresponse is not followed by a

reinforcer. We emphasize that the entries in this matrix represent

the number of times these conjunctions occur. They are not proba-

bilities but actual numerical occurrences.

Frequencies like these are the events that the animal actually ex-

periences; they are the only information available for computing

probabilities. For example, P(Rft/R) = alia + W, and P(Rft/No R)=c/

(c + d). Without stating it explicitly, or even giving it much thought,

we assumed that the animal somehow assesses contingency by

computing such ratios and comparing their difference. It seemed so

obvious that this was happening that we gave the matter no great

attention. However, there are many ways to calculate contingency

from such a 2 x 2 matrix, and the animal could be using any of these

metrics (see Hammond & Paynter, 1983, for a discussion). For ex-

ample, Gibbon, Berryman, and Thompson (1974) suggested that the

animal computes something akin to the phi coefficient: (a/[a + b]-cf

[c + d]) {al[a + c]-bl[b + d\).

We proposed a particular formula but were not aware of the other

metrics that could be used to integrate contingency information. We
had no good reason for choosing the one that we did. We simply
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wished to argue for the importance of contingency in general terms,

and we suggested the metric that seemed most obvious. But the

animal could be using any of a number of computations, and they

embody different theories.

The obvious solution would be to manipulate some parameter (e.g.,

the frequencies in any of the cells of Table 2-2) and determine which

metric best predicts the behavior that results from the manip-

ulation. However, in order to conduct such experiments, one

would need to calculate the degree of contingency for each of the

metrics.

Unfortunately, this reveals another poorly specified aspect of our

contingency theory. To perform such experiments, each of the cell

frequencies of the table has to be unambiguously measured. How-
ever, the theory does not specify how close a reinforcer has to come
to a response to count as a cell a entry. The same is true for the

other cells. Clearly, the events representing the four cells of the

contingency matrix must be classified in relation to some temporal

unit, t, as we have discussed with regard to the Hammond (1980)

experiment. Placement of an event in the table proceeds by exam-

ining every t interval and seeing whether it contains an R or No R,

Rft or No Rft. This is not problematic.

But a daunting problem emerges because a given metric yields

different contingency estimates depending on the value of t. We do
not know what t should be. Indeed, the value of t is arbitrary, but

then so too are the contingency estimates. One cannot even make
ordinal predictions, because different metrics respond differently to

variations in t.

Experiments in which the subject's behavior determines not

whether reinforcers will occur but when they will occur highlight

the problem of how to treat time in terms of contingency theory. In

an instructive example, Thomas (1981) exposed rats to a schedule

divided into consecutive 20-second segments. The rats were given

food every 20 seconds regardless of whether they made a lever press

response or not. If no lever press occurred by the end of a 20-

second interval, the food was delivered at that point. However, the

animal's first lever press in a 20-second interval was followed im-

mediately by food. So the only consequence of pressing the lever

was to move the food presentation for that interval from the 20-

second point at the end of the interval to the point in time at which

the rat pressed the lever. The animals learned to press the lever and

continued to do so in almost every interval.

Note that in the above experiment the food was contiguous with
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the animal's lever press, but there was no obvious contingency (food

was given whether or not the rat pressed). Because stable lever

pressing resulted, it might seem that the experiment favors the con-

tiguity principle. However, the contiguity that occurred in the Thomas
experiment may not have been essential. In another experiment,

Hineline (1970) devised a schedule in which an electric shock was
delivered during every 20-second interval. If the rat pressed a lever,

the shock occurred at the end of the 20-second interval. If the rat

did not press, then the shock occurred at the 8-second point of the

20-second interval. The animal's response did not avoid shock; it

merely delayed it. With this procedure, there is no obvious conti-

guity. If the rat presses the lever, there is no event that follows it

immediately such as the presentation of food. But it still acquired

the response. Wasserman and Neunaber (1986) conducted experi-

ments similar to those of Thomas and Hineline but with human
subjects, and the results were the same.

Is there a response-reinforcer contingency in these experiments?

The answer depends on t. Consider the Thomas experiment. There

is no contingency at all between lever pressing and food if t is as-

sumed to be the cycle length of 20 seconds. Under this assumption,

the probability of reinforcement is the same (1.0) whether or not a

lever press occurs—food automatically appears in every 20-second

cycle regardless of what the rat does. However, for some values of

t, there is a positive contingency between lever pressing and rein-

forcement. This is not a satisfactory state of affairs.

Causality

The foregoing discussion suggests that the principle of contiguity

provides a poor description of the factors determining the acquisi-

tion and performance of behavior. The contingency view is sup-

ported in a general way in that animals seem to integrate informa-

tion about what happens after R and No R. However, the conditional

probability analysis that we proposed encounters a number of dif-

ficulties.

Perhaps if we consider the concept of causality, it will help re-

solve the impasse. Keep in mind that principles of association and

contiguity arose in the first place when philosophers attempted to

specify the circumstances under which people infer a causal rela-

tionship between events. In A Treatise of Human Nature, David Hume
(1739) proposed three principles that he believed gave people the

impression of a cause-effect relation: (1) temporal precedence: causes
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must precede effects; (2) temporal and spatial contiguity: causes and

effects must occur close together in time and space; and (3) constant

conjunction: effects must regularly follow causes.

The notion of causality proves much more complex than it might

initially seem. An event can have many different kinds of "causes"

(proximate cause, material cause, ultimate cause, and so on). Fur-

ther, causality does not inhere in physical events or objects. Rather,

it is a label that we give to some orderly relationships between events

but not to others. Hume held causation to be a psychological rather

than a physical phenomenon. He saw it as a relationship between

experiences. There are indeed many orderly relationships between

physical events that we do not label as causal. For example, is the

position of a planet at one point in time the cause of its moving to

a different location? But sometimes we do ascribe causality to a re-

lation, and that designation seems to have special properties (Mich-

otte, 1963).

There is an intriguing similarity between the principles of causal

inference and the laws of learning (Testa, 1975). Temporal prece-

dence, spatial and temporal contiguity, and constant conjunction

are all crucial for classical conditioning and instrumental learning to

occur:

• The animal's response must precede the reinforcer for learning

to occur.

• Learning is retarded if there is a time gap between the response

and the reinforcer.

• Spatial contiguity between the response and the reinforcer fa-

cilitates learning (Boakes, 1977).

• The correlation between response and reinforcement is also crit-

ical (Hammond, 1980).

This similarity motivates our consideration of learning phenomena
in the context of causality.

How does this bear on our discussion of learned helplessness? In

1967, we were trying to say that the dog learned that its behavior

did not cause the shock to terminate. We conceptualized the ani-

mals we studied as searching for the causes of events, because

knowing about causes helps them behave adaptively in future in-

teractions with these events. We wished to allow animals to make
the distinction between chance conjunctions and '"true" relations

between events. We needed to develop a scheme that let an animal
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use information with regard to both sufficiency ("If I respond, what

happens") and necessity ("If I don't respond, what happens").

We stated our position in terms of conditional probabilities, but

this was arbitrary, we now realize. Our experimental procedure in-

volved events going on and going off, either contingent on a re-

sponse or not. So we framed our ideas in terms of the probabilities

of events going on or off, given a response or no response. How-
ever, if in our initial experiments responses had been arranged to

produce events sooner or later rather than turning them off or not,

we would probably have represented our view as something other

than P(Rft/R) and P(Rft/No R). Perhaps the problems with the de-

tails of the contingency notion have more to do with the translation

into conditional probabilities than with the central concepts.

Consider in this regard the experiments in which responding does

not change the overall probability of reinforcement but only moves
the reinforcer to an earlier point in time. Wasserman and Neunaber

(1986) explain their results by arguing that animals compare the rel-

ative delay of reinforcement that follows R and No R. Animals will

perform R if it results in less delay than does No R because they

prefer immediate to delayed reinforcers. This relative-delay princi-

ple can explain many of the findings that have been taken to sup-

port the conditional-probability statement of contingency theory.

Wasserman and Neunaber went on to argue for the primacy of

delay and suggested that this might be intimately tied to the per-

ception of causality. Perhaps to cause an event to occur means mov-
ing that event forward or backward in time. They further argued

that their experiment and their analysis support contiguity theory

and weighs against contingency views because in their formulation

time is the critical variable. But contiguity theories do not merely

assert that time is important. They view learning as the automatic

strengthening of responses by rewards. They do not allow for a

comparison process. Contingency theory, however, explicitly fo-

cuses on a comparison between what happens after R and No R,

although the comparison is of probabilities of reinforcement. If we
propose that the animal compares delays after R and No R, this is

entirely in the spirit of contingency rather than contiguity theory.

A more general contingency view not tied to conditional proba-

bilities seems consistent with the reinforcer advance and delay ex-

periments. The subjects in the reinforcer advance and delay exper-

iments have control over the time at which the reinforcer will occur

but not over the probabilities. As we have noted, animals do not

experience probabilities. Probabilities can be constructed from what
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they do experience, but there is no reason to believe that probabil-

ities are primary.

But there is also no reason to think that time is primary. Consider

the following sort of experiment. We allow the animal's response to

change the intensity of a reinforcer. The probability that the rein-

forcer occurs and the exact time at which it occurs are unaffected

by the subject's behavior. Is there any question that the animal will

learn to perform the response under appropriate conditions? In-

deed, Bersh and Alloy (1978) found that rats learn to press a lever

to reduce the intensity of a later shock.

Our intent all along was to argue that animals analyze the con-

sequences of their actions and learn the degree to which their ac-

tions have causal impact. Some philosophers have argued that causal

efficacy means an interference with the flow of events (e.g., von
Wright, 1974). This can occur with regard to event probabilities, de-

lay, or intensity. A contingency analysis can be applied to dimen-

sions other than event probability.

If the theory is broadened in this manner, then the experiments

that seem to contradict contingency theory lose some of their force.

The problems with how to treat time also diminish. It would not do
any harm to our view to acknowledge that animals in learned help-

lessness experiments might not be computing probabilities but in-

stead comparing the delay of shock termination following a re-

sponse with the delay of shock termination in the absence of that

response.

REPRESENTATION AND EXPECTATION

Learned helplessness theory claims that exposure to inescapable

shock leads an animal to represent the noncontingency between its

behavior and shock termination and to expect this noncontingency

to hold in the future. This key assertion has been difficult to test

because it is not easy to ask questions about what an animal thinks.

All we can do is to investigate the behavioral consequences that

presumably follow from such representations and expectations. Our
argument has been that the representation and expectation of non-

contingency between behavior and aversive events lead to deficits

in response initiation and cognition. These, in turn, produce poor

learning in escape tasks such as we observe in the shuttlebox. How-
ever, "inactivity" theories also account for poor escape learning, and

so learning impairments in themselves cannot be taken as evidence

for the representations and expectations we hypothesize.
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This issue has been further confused by frequent misinterpreta-

tions of some of the evidence provided in support of the incompat-

ible motor response theories. Three kinds of experiments have been

conducted. The first kind demonstrates that inescapable—but not

escapable—shock indeed reduces later activity by animals in the

presence of shock (Anisman, deCatanzaro, & Remington, 1978;

Jackson, Maier, & Rapaport, 1978). The second kind of experiment

shows a strong correlation between whether an experimental treat-

ment reduces an animal's unconditioned movement in reaction to

shock and whether it interferes with its escape acquisition. For ex-

ample, Crowell and Anderson (1981) manipulated inescapable shock

intensity and duration and found a link between the effect of these

different shock treatments on activity and escape learning. The third

class of investigation demonstrates that manipulations that do not

involve control can also interfere with an animal's escape learning.

Anderson, Crowell, Cunningham, and Lupo (1978) found that

teaching rats to escape shock by being immobile during shock led

to poor shuttlebox escape acquisition.

However, the logic of these experiments may not allow an ade-

quate test between incompatible motor response theories and learned

helplessness theory. There is nothing in learned helplessness the-

ory that denies that manipulations that lower an animal's activity

might also reduce the speed of its responding in a shuttlebox. After

all, learned helplessness is not a theory of shuttleboxes! Many fac-

tors influence how an animal responds in a shuttlebox, and learned

helplessness theory does not suggest that they all entail control.

Part of the difficulty here is that the two perspectives—learned

helplessness and incompatible motor responses—are neither mu-
tually exclusive nor cumulatively exhaustive. An experiment that

supports a prediction of incompatible response theory (e.g., the

subject becomes less active) need not count against the learned

helplessness account. There is an important asymmetry here. In-

compatible motor response theories assert the reality of the pro-

cesses to which they refer as well as deny the existence of the pro-

cesses hypothesized by the learned helplessness account. On the

other hand, learned helplessness theory only asserts the reality of

the processes to which it refers; it does not deny that motor re-

sponses can be learned and even transferred to new situations. This

asymmetry appears as well in human helplessness (Chapter 4) and
depression research (Chapter 6).

These theories can be separated only by inquiring into the reality

of the processes proposed in the learned helplessness hypothesis.
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Response initiation and cognitive deficits are the visible reflections

of the representational and expectational processes. However, re-

sponse initiation and activity are so tightly related that this sort of

deficit cannot be taken to support either view. The cognitive deficit

most clearly distinguishes the theories. Learned helplessness argues

for a cognitive change in addition to any activity or performance

deficits that might also occur.

The Cognitive Deficit

Poor escape learning might appear to constitute a priori evidence

for a cognitive deficit. However, the escape tasks that have been

used confound any potential cognitive change with inactivity. An
animal's poor escape performance in tasks such as shuttleboxes and

lever pressing could result either from interference with the learn-

ing process or from reduced activity. To make matters worse, ines-

capably shocked subjects frequently fail to respond at all on a given

trial with these tasks. This means that they are exposed to the

escape contingency less frequently than are control subjects,

making it difficult to conclude that differences in performance are

caused by differential sensitivity to the escape contingency. More-

over, inescapably shocked subjects are often at a different

level of performance than control subjects from the very outset

of training.

How can an experiment demonstrate a cognitive deficit among
helpless animals? The task must be one in which activity level and

shock escape are either uncorrelated or negatively correlated. Sec-

ond, inescapably shocked subjects and control subjects must receive

equal exposure to the escape contingency. Third, all subjects must

begin at the same level of escape performance. Although these re-

quirements might seem quite stringent, several tasks actually do meet

them.

Signaled Punishment. Following the lead of Baker (1976), Jackson,

Maier, and Rapaport (1978) examined the effects of inescapable shock

on signaled punishment. Here animals (rats) were first trained to press

a lever for food on a reinforcement schedule that generated a steady

rate of responding. After the rats were well trained, they received

either inescapable shock or no shock at all in a different apparatus.

Twenty-four hours later, the rats were returned to the lever press

chamber. Pressing the lever still produced food on the same sched-

ule as before. However, now a 3-minute white noise signal ap-
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peared on the average of every 20 minutes. The food reinforcement

schedule remained unchanged during the auditory stimulus, but two

shocks were also programmed to occur during each of the 3-minute

stimulus periods; these shocks were contingent on lever pressing.

When a shock was ready to occur, it was delivered immediately

following the next lever press. Thus, lever presses were punished

during the white noise, and the rats could prevent the shocks by

not pressing the lever.

In this experiment, learning the contingency between responding

and shock resulted in the animal suppressing its response. Rats came

to press the lever less often during the signal as they learned the

relationship between responding and the occurrence of shock. The

amount of motor activity and the degree of learning the relationship

between response and shock were negatively correlated. Poor learn-

ing here was reflected in the animal's failure to suppress respond-

ing, to continue pressing the lever at a rapid rate. Moreover, all

animals began at the same level of performance (no change in re-

sponding when the white noise comes on), and those animals fail-

ing to learn actually received more rather than less exposure to the

contingency between lever pressing and the occurrence of shock.

This experiment found that inescapable shock interferes with learn-

ing to suppress lever pressing when shock became contingent on

this behavior. So we have an instance of poor learning reflected by

more rather than less motor activity!

This experiment ostensibly demonstrates that inescapable shock

interferes with an animal's learning of the relationship between its

behavior and shock. However, the procedure also involved a con-

tingency between the white noise stimulus and shock, and it is pos-

sible that the inescapably shocked subjects did not learn to suppress

lever pressing during the auditory stimulus because of an interfer-

ence with learning this stimulus-shock contingency, rather than the

one between response and shock.

Jackson et al. examined this possibility by repeating the experi-

ment with one critical exception. When a shock was programmed
to occur during the white noise, it was delivered immediately rather

than contingent on the next lever press. Thus, there was only a

stimulus-shock contingency. Animals normally suppress their ap-

petitively motivated responding as they learn the stimulus-shock

contingency. Here inescapable shock did not interfere with learn-

ing. We can conclude that the signaled punishment results reflect a

deficit in response-shock learning, and again the deficit is reflected

by more rather than less responding.
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Choice. Perhaps signaled punishment does not constitute an es-

cape learning task; perhaps the cognitive deficit we hypothesize must

be demonstrated with escape learning. We therefore sought an es-

cape learning task in which activity and learning were not con-

founded. One possibility was a choice task in which shock is ter-

minated by the animal choosing the correct response from a number
of alternatives. Here escape learning is not assessed by response

speed but rather by the accuracy of the subject's choices. High lev-

els of activity need not produce accurate choices nor low levels poor

ones, so long as enough activity is present for choices to occur. In

any case, both response speed and accuracy can be measured and
their correlation assessed.

Jackson, Alexander, and Maier (1980) developed a Y-maze escape

task. The apparatus was small, and therefore not much movement
was required for the rat to choose one of the arms. The three 22.5-

centimeter arms of the maze were at a 120-degree angle to each

other and connected to a small central section in the shape of an

equilateral triangle. The rat only had to move 12 centimeters into

an arm to register a response. The arms were all identical, and the

maze was housed in a dark room to minimize any possibility of

using cues outside the maze.

The animals spent the interval between trials in darkness. A trial

began with shock to the grids and the onset of lights behind the

end walls of the arms. The shock and lights terminated if the rat

entered the arm to the left of where it was when the trial started. If

the rat made a right turn, then a left turn was still required before

the trial would terminate. If it turned right again, the rat was then

required to move into the arm to the left of this arm, and so on. A
trial ended only if the rat turned left, and so any number of incor-

rect choices were possible before a correct turn was made. Shock

was automatically terminated if a correct turn was not made within

60 seconds. The rat was free to move about between trials, and its

position at the beginning of the trial defined its starting point.

Rats first received either escapable shock, yoked inescapable shock,

or no shock at all in an apparatus very different from the Y-maze.

Twenty-four hours later, this was followed by 100 trials of escape

training in the Y-maze. Of interest was the percentage of trials on

which one or more errors (right turns) occurred across blocks of 10

trials. This measure represents the accuracy of the rat's responses

rather than the speed with which they were made. All groups be-

gan by choosing the correct arm of the maze at a chance level. How-
ever, the performance of the groups quickly diverged. The non-
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shocked and escapably shocked animals soon eliminated errors and

were making errors on only 10 percent of the trials by the end of

the training session. In contrast, the inescapably shocked rats re-

mained at random choice for 40 trials and were still beginning 30

percent of the trials with an incorrect choice by the end of training.

Failures to respond were not responsible for the difference be-

tween the inescapably shocked animals versus the others. There were

virtually no failures to terminate a trial with a correct response. The

inescapably shocked rats simply made more errors. These results

reveal an interference with learning under conditions in which the

animals are exposed to the correct contingency on every trial.

These suggest a true cognitive change. Moreover, this interfer-

ence with choice learning seems to have some generality. Rosellini,

DeCola, and Shapiro (1982) found that inescapable shock interferes

with an animal's learning to choose between two responses in order

to get food.

Nature of the Cognitive Deficit. What is the nature of this cognitive

change? Many possibilities exist. For example, inescapably shocked

subjects might have an attentional-perceptual deficit; they might not

attend to cues correlated with their own responding and thus do

not associate their response with shock. Alternatively, inescapably

shocked animals might have an expectational deficit; they accu-

rately register the events of a given trial but have a biased expecta-

tion so that they do not expect the contingency to hold on future

trials.

A series of experiments conducted by Minor, Jackson, and Maier

(1984) supports the attentional-perceptual possibility. We began by

noting that the choice-accuracy deficit was difficult to obtain when
the Y-maze was fully automated. In the original studies, Jackson et

al. observed the rats in the Y-maze and depressed switches to re-

cord a rat's movement from arm to arm as it broke the photocell

beam in each arm. This was done because the rat's tail would some-

times break a photocell beam even though the rat did not enter that

arm. Of course, when this happened the observer did not register

this photobeam break as a response. The photocell arrangement was
eventually improved to be "tailproof," and a computer was added
to conduct the whole experiment all by itself. Now that a human
observer was no longer needed, the phenomenon disappeared!

With our fancy computer-run, fully automated, and personless

procedure, inescapably shocked animals learned brilliantly and no
longer chose poorly. At this point, we were confused and con-
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ducted an endless series of parametric variations (e.g., "maybe more

shock is needed now"), all to no avail. Inescapably shocked animals

simply loved to learn in our "properly run" Y-maze.

We finally reasoned that either the human observers (i.e., us)

cheated in the initial experiments or that there was something crit-

ical about the human observer. What could be the role of the ob-

server? Because he had to press a button to record the rat's breaking

a photobeam, there must have been a small delay between a correct

response and shock termination. But there is another possibility more
subtle than delay. Remember that we had been careful to construct

a maze with no external cues to differentiate the arms. We even

kept the maze dark between trials. However, the observer could

have functioned as a cue. He may have given off odors, made some
noise, or whatever. He remained in a fixed position relative to the

maze, behind one of the arms. Depending on the rat's position at

the beginning of a trial, he was sometimes behind the rat's starting

arm, sometimes behind the correct choice, and sometimes behind

the incorrect choice. This means that the observer was an irrelevant

cue.

Minor et al. began by investigating delay. The computer arranged

for small delays in shock termination following the correct choice.

The delays averaged 350 milliseconds, approximately human reac-

tion time in this situation. Inescapably shocked subjects still learned.

The delay was then eliminated, but a person was put in the room
behind one arm of the maze. The experiment was still run by the

computer, and the person did not intervene in any way. Inescapa-

bly shocked animals now had a learning deficit, but it was not as

large as in the original experiments.

The next step was to combine the two factors: shock termination

was slightly delayed, and a human stood in the room. Now a large

deficit in choice escape learning occurred for animals previously ex-

posed to inescapable shock. Subjects that had first received escap-

able shock or no shock at all were unaffected by the slight delay

and presence of the person in the room; they learned well under all

conditions. However, rats inescapably shocked 24 hours earlier were

profoundly disrupted if there was a delay and a person in the room.

They did not fail to respond and choose. They simply did not learn

to choose correctly.

If the presence of a person interferes with the performance of

inescapably shocked animals because he functions as an irrelevant

cue, then other irrelevant stimuli, such as tones and lights, ought

to have the same effect. In their next experiment, Minor et al. sub-
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stituted a light for the person. A light behind one of the arms of the

maze was lit at the beginning of each escape learning trial (an av-

erage delay of shock termination of 350 milliseconds was still in

effect). The particular arm that was illuminated varied randomly from

trial to trial and was unrelated to the animal's position. As before,

escapably shocked and nonshocked rats were not affected by the

light. However, inescapably shocked rats were impaired.

The role of the delay in shock termination is easy to explain. If

an animal has registered the occurrence of a contingency between

its behavior and shock termination on a given trial, there is no rea-

son why a delay should affect whether the animal expects that this

contingency will remain in effect on future trials. However, a delay

would make the contingency on a given trial harder to notice and

could magnify any effect that inescapable shock has on this "notic-

ing" process.

How about the irrelevant cue? Maybe inescapable shock makes

animals more distractible later, and the light operates as a distrac-

tion. However, remember that the normal Y-maze procedure with-

out the cue included darkness between trials and that all three arms

became illuminated at the beginning of each trial. Here even more
light comes on than in the irrelevant cue condition, but the inescap-

ably shocked animals still do not show any interference with their

learning. Inescapable shock only interfered with learning when the

light was a differential cue that could be used to guide behavior.

Light cannot be used to guide behavior if all three arms are illumi-

nated.

Our results support the idea that inescapable shock leads to an

interference with the processing of the contingency information on
a given trial rather than to a biasing of the expectational process.

Moreover, an alteration in attention is indeed likely. The data are

consistent with the following sort of argument. Exposure to ines-

capable shock leads the subject to learn that its own behavior is

uncorrected with shock termination. The subject expects that this

will also be true in the Y-maze. This expectation has a number of

consequences that include reduced salience of responses or of

response-produced cues. Therefore, the subject is less likely to at-

tend to these sorts of cues and associate them with shock termina-

tion.

Why then is there no interference with learning unless an exter-

nal irrelevant cue is present? Why is a reduction in the salience of

response-related cues not sufficient? Perhaps the reduced salience

of these cues does not have much effect if the contingency is



52 Learned Helplessness

very obvious and if there is nothing else to which to attend. Other

things being equal, a reduction in the animal's attention to internal

behavior-related cues should increase its attention to external cues

such as lights or odors. Inescapably shocked animals should show
increased attention to such cues, and this should then interfere with

their learning if these cues are present and irrelevant. However, if

such cues are not present, a reduction in their attention to internal

cues might have no impact.

This perspective suggests that the cognitive change produced by
inescapable shock might not really be a deficit. It instead may lead

animals to process trial information differently rather than less. That

such subjects are biased toward attention to external rather than

internal cues suggests that there are conditions under which ines-

capable shock improves learning. For example, what if the light cue

in the Y-maze became a relevant cue rather than an irrelevant one?

In other words, what if the light signaled which arm of the maze
was correct? Our argument implies that inescapably shocked ani-

mals would now learn faster than controls!

This hypothesis has been examined by Lee and Maier (1988). Their

experiments used an escape-from-water task shown in Figure 2-2.

(Rats do not like to be in water even though they swim quite well.

They are therefore motivated to find a way to escape from water.)

The rat is placed at the start of a rectangular tank on each trial. The

end of the tank (opposite the start) is divided into two compart-

ments, with a piece of plastic placed in front of each compartment

and coming down to water level. The rat is able to swim under

either piece and enter the compartment to which it leads, but it

cannot swim directly between the compartments. The rat has to swim
out of the compartment in which it finds itself and around to the

other side in order to go from one to the other.

Lee and Maier first determined whether inescapable shock would
interfere with the rats being able to learn a left-right discrimination

to escape the water. There was a platform that extended above the

water in one of the compartments on each trial. If the rat entered

the compartment with the platform, it could get out of the water by

climbing onto it. The platform was either on the left side or the

right side on each trial. A particular rat had to learn to go to the left

or to the right. A black stimulus card was placed on one of the

plastic pieces at the entrance to a compartment on each trial, and a

white card was placed on the other piece. Whether the black or

white card was on a particular side varied randomly from trial to

trial. Left-right was the relevant cue for solving the problem, whereas
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Figure 2-2. Water escape task. The rat starts each escape trial at the end of the

tank (d). It escapes by swimming to the platform (c). It can enter either com-

partment by swimming under a plastic barrier (a). Because the two compart-

ments are divided from each other (b), it cannot swim directly from one to the

other.

black-white was irrelevant. A variety of cautions were taken to elim-

inate the possibility that the rat could use cues outside the maze to

solve the problem. The result was that prior exposure to inescapa-

ble shock interfered with that animal being able to solve the prob-

lem. Inescapably shocked rats made many errors and learned slowly.

What happens if the problem is changed slightly? What if every-

thing were kept the same except the rule the rat must use? What if

the platform is not placed on either the left or the right side consis-
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tently but always placed above the compartment with either the

black or the white stimulus in front of it? Not much is changed

—

the apparatus is still the same; the water is still the same tempera-

ture; the rat must still choose between two compartments. What
has changed, however, is that the rat must attend to an external

stimulus (black versus white) to solve the problem. We now find

that inescapable shock no longer interferes with the animal being

able to learn the water maze discrimination. Strikingly, it now im-

proves learning over that observed in control animals!

Detection of Noncontingency

If inescapable shock really leads to the representation of noncontin-

gency, it should facilitate the animal's later learning that events are

noncontingent. Just this sort of finding was reported by Testa, Jur-

aska, and Maier (1974). Rats were first given either escapable shock,

inescapable shock, or no shock. Twenty-four hours later, all rats

were given escape training in a shuttlebox using a procedure that

leads to learning in all animals, whether or not they have experi-

enced inescapable shock. All subjects were efficiently escaping by
the end of the training trials. Now the shock was switched from

being contingent on shuttling to being noncontingent; the shock

simply stayed on for a fixed period of time on each trial regardless

of the rat's behavior. Our assumption was that shuttling would di-

minish when the rat detected that the shock was no longer contin-

gent on its responding. The inescapably shocked animals stopped

shuttling much sooner than did the others.

In a similar experiment, Rosellini, DeCola, Plonsky, Warren, and

Stilman (1984) trained rats to perform a response for food. The rats

then received either escapable, inescapable, or no shock. They were

later returned to the food task and given further training until the

groups no longer differed in their rate of responding. Food presen-

tations were then made noncontingent on behavior, simply pro-

vided at random intervals no matter what the rats did. Again, the

inescapably shocked rats ceased to perform the learned response

much more rapidly than did the other subjects.

Learned Mastery

If animals represent the degree of contingency between their behav-

ior and outcomes, then prior exposure to controllable events might

be expected to facilitate their subsequent learning. Learned mastery
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as well as learned helplessness ought to exist. Just as expectations

about noncontingency should reduce incentive motivation and in-

terfere with the perception of contingencies, expectations about

future contingency should increase incentive motivation and aug-

ment the perception of contingencies. However, subjects given es-

capable shock rarely learn more rapidly than do the nonshocked

controls.

Volpicelli, Ulm, Altenor, and Seligman (1983) reasoned that spe-

cial conditions might be necessary to observe mastery effects. If

passivity during shock reflects an expectation of lack of control over

the shock, then animals previously trained to escape shock should

continue to respond actively during inescapable shock longer than

nonshocked animals. Animals gradually cease active responding

when aversive events are uncontrollable, but this should be delayed

in animals previously exposed to controllable events. So Volpicelli

et al. exposed previously escapably shocked, inescapably shocked,

and nonshocked rats to fixed-duration, 10-second, inescapable shocks

in a shuttlebox. We simply measured how long the rats kept run-

ning back and forth across the shuttlebox. As predicted, the escap-

ably shocked animals remained active much longer than did the

originally nonshocked control animals.

But this result does not tell us whether escapable shock increases

motivation to later attempt to escape, or facilitates the animal's ten-

dency to detect response-shock termination relationships, or both.

It does not isolate a motivational effect because escapably shocked

subjects might be more sensitive to adventitious relationships be-

tween crossing the shuttlebox and shock termination. Volpicelli et

al. tested this possibility by repeating the same experiment, except

they tested with one continuous inescapable shock, and escapably

shocked rats still remained more active. We went on to test for fa-

cilitated cognitive processing by using a difficult escape learning task.

Escapable shock had no effect on the unconditioned tendency to

perform this response, so any differences in learning could not be

explained by activity or motivational factors. Escapably shocked an-

imals still learned more rapidly than did nonshocked controls. The
impact of experiencing contingency and noncontingency may there-

fore be symmetrical: noncontingency produces decreased motiva-

tion and difficulty seeing contingencies; contingency produces in-

creased motivation and augmented contingency perception.
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WHAT WE KNOW

How has learned helplessness theory fared since we proposed it in

1967? Quite well we would argue, given the usual half-life of any

theory and given the minimal data on which we then proposed the

theory. It is still alive in the 1990s, with numerous investigators

using it to organize and guide their research, much of it in biologi-

cal directions (Chapter 3). The central phenomena have been ro-

bust. The basic learned helplessness effect in animals has been rep-

licated in at least twenty independent laboratories, the therapy and
immunization effects in half a dozen. Occasional failures have been

reported, but the conditions of this subsequent work were often

quite different from those that we have established.

At a more theoretical level, the contingency between behavior and

outcome controls behavior, and the pattern of learning alterations

produced by inescapable shock can be explained only in cognitive

terms. Finally, a wide part of the animal's behavioral repertoire is

indeed undermined.

We have focused on the impact of the controllability on later

learning because the theoretical dispute has centered on how best

to explain the learning deficit produced by uncontrollable shock.

But the effects of the controllability of aversive events are more pro-

found. Incompatible motor response explanations expect the con-

sequences of uncontrollable aversive events to be quite limited to

later situations that contain a similar aversive event. Moreover, only

outcomes produced by motor competition could be explained.

In contrast, learned helplessness theory expects a widespread im-

pact of uncontrollability. The theory proposes that the uncontrolla-

bility of an aversive event adds to the fear-arousing properties of

the event and leads to depression if the experience is prolonged or

intense or becomes chronic. Obviously, one should then be able to

observe either intense fear or depression after uncontrollable aver-

sive events, depending on the duration of the exposure and the

severity of the event. Because intense anxiety and depression affect

a broad spectrum of behavior, all of these behaviors too should be

influenced by controllability.

Inescapable shock indeed produces more fear in animals than does

an exactly equivalent amount of escapable shock. Thus, a cue paired

with shock produces more suppression of appetitive behavior if the

shock is inescapable (Desiderato & Newman, 1971). Similarly, the

environmental contexts in which inescapable shocks occur produce

more fear-related behavior by an animal, such as crouching and def-
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ecating, than do contexts in which escapable shocks occur (Mineka,

Cook, & Miller, 1984). Although it is more complicated to determine

whether uncontrollable aversive events produce depression in ani-

mals, this also seems to be the case. We discuss the relevant re-

search in Chapter 6.

WHAT WE DON'T KNOW

There are uncertainties with regard to each component of the the-

ory. It is clear that variation in contingency leads to variation in

behavior. However, the fact that the animal responds sensitively to

contingency does not necessarily mean that it is extracting the de-

gree of contingency and representing it cognitively. A more molec-

ular model that does not refer to contingency at all might be able

to account for behavioral sensitivity to contingency, just as the

Rescorla-Wagner (1972) model explains contingency effects in clas-

sical conditioning with only contiguity mechanisms. Moreover, even

if degree of contingency is psychologically real, a model is needed

that specifies how contingency is computed from the data that the

animal has available. It is not present in momentary sensory data

but can only be abstracted from event relationships as they exist

across time.

Similarly, the controllability of an event is critical in determining

how an animal responds to it. But is it control per se, or some more
molecular process that is responsible for these apparent effects? There

are several possibilities that have been advanced in the literature.

Both the predictability and the controllability of events influence their

impact, so perhaps the effects of control might be mediated by pre-

diction (Overmier, Patterson, & Wielkiewicz, 1979). Perhaps having

control over an event inherently adds predictability concerning the

event. In the case of escapability, the ability to escape allows the

animal to predict when shock will terminate.

However, the logic of this argument is not clear. To predict an

event means to have information about its onset or termination in

advance of its actual occurrence. An escape response does not allow

the prediction of when the next shock will occur. The assumption

is that the escape response allows the animal to predict when the

shock will go off, but does it really? The shock terminates immedi-

ately after the escape response, and so there is only a very brief

period of time (perhaps 50 milliseconds using standard equipment)

between the response and the event it is
'

'predicting." Of course,

the act of responding takes some amount of time, and so the re-
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sponse is initiated a short time before shock terminates, say a sec-

ond or so. The animals with an escape response may be provided

with information that shock will terminate before it actually does

so, but only very shortly before the shock actually terminates. This

is hardly what is meant by predictability. Indeed, the impact of pre-

dictability has only been demonstrated with relatively long stimuli.

For example, animals prefer predictable to unpredictable shock

but do not do so if the signal is only 3 seconds long (Perkins, Sey-

mann, Levis, & Spencer, 1966). Information about an impending

event could hardly be useful a fraction of a second or a second be-

fore the event occurs. Moreover, when the animal has made an es-

cape response, the durations of the shocks are highly variable from

trial to trial, particularly early in training. It is hard to see in what
sense the time of shock termination is more predictable for such a

subject than for one who does not have an escape response but

receives fixed-duration inescapable shocks of say 2 seconds.

Finally, predictability may be important because it allows an ele-

ment of control. It is not at all clear, however, that control can be

reduced to prediction. Nevertheless, there are many potential inter-

actions between control and prediction, and they will not be easy

to separate.

Despite our uncertainty about the logic contained in the predict-

ability argument, it is clear that signaling the onset or the termina-

tion of inescapable shocks with an environmental stimulus, such as

a tone or a light, can prevent inescapable shock from interfering

with an animal's later escape learning (Jackson & Minor, 1988; Mi-

nor, Trauner, Lee, & Dess, 1990). That is, external stimuli paired

with shock onset or shock cessation mimic the effects of control in

that they prevent shock from interfering with later escape behavior.

Perhaps escape is effective because the response provides internal

stimuli that function as do the external stimuli provided in the above

experiments. Some classical conditioning process might well be in-

volved here, distinct from any predictability that the signal or re-

sponse provides. This is an exciting area of research, and it will be

some years before we know why control works.

The potential involvement of internal stimuli that signal shock

cessation is related to the mediating role of fear and anxiety. Such

stimuli might actually function as conditioned inhibitors of fear. Un-
controllable shock produces more fear than does controllable shock,

and this intense fear rather than control per se may be responsible

for some of the sequelae of uncontrollable aversive events (Minor &
LoLordo, 1984). Anything that produces intense fear could produce
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some of these behavioral effects, whether it involves uncontrollabil-

ity or not. The role of fear has not been resolved and is another

area of current work (see Maier, 1990). We address this topic further

in the next chapter.

In sum, uncertainties exist at several levels. First, the mechanism

by which cognitive processing is altered is poorly understood. We
presented evidence indicating that attention is altered, but the de-

tails of how this occurs are not yet known. Moreover, this does not

imply that expectational biasing fails to occur. Second, it is not clear

which of the behavioral consequences of uncontrollable aversive

events are directly produced by the cognition of no control and which

are produced by other consequences (motivational, motoric, emo-

tional, or neurochemical). For example, is maternal behavior dis-

rupted because of the cognition of no control or because inescapable

shock has induced some other change?

There are two areas of particular ignorance. One concerns the

limits of uncontrollable shock effects. Where do they stop? The other

is related to a point we raised earlier. Are the behavioral changes

that occur reducible to a single cause, or are the various behavioral

changes produced by different processes induced by inescapable

shock? If there are multiple causes, then what are they and how do
they map into behavior?

NOTES

1. Parts of this section and the next on causality are based on Maier (1989b).

2. If this sounds obscure, think of a friend who has not called you on the

phone for quite a while. How many times in a week has this happened?



The Biology of Learned

Helplessness

The literature investigating the biology of learned helplessness is

both large and confusing. There are numerous proposals, each

pointing to a different neurotransmitter, or hormone, or brain struc-

ture, as the key player in mediating learned helplessness. More-

over, each proposal has a body of supporting evidence. Adding to

the confusion is the fact that some of the neurochemical conse-

quences of being exposed to uncontrollable aversive events have

been offered as alternative explanations to learned helplessness the-

ory. That is, they have been invoked to explain the "helplessness"

effects that follow inescapable shock (Chapter 2).

We have several goals here. We examine learned helplessness in

terms of the relevant biological literature. We provide a general view

of what we know about the sensitivity of various biological systems

to the controllability of stressors. We are honest about what remains

unknown concerning the biology of learned helplessness. Because

this work is ongoing on many fronts and quite complex, we hope

to clarify some of the areas of confusion as well as point to prom-

ising hypotheses. Our overarching point, though, is that control

proves a powerful psychological variable, with pervasive biological

consequences.

Research interest has focused on the neural and neurochemical

changes that are determined by stressor controllability/uncontrolla-

bility, and on whether these biological effects mediate the behav-

ioral changes that result from uncontrollability. A considerable dif-

ficulty arises from the fact that the stressors studied are typically so

potent that they alter the activity of almost every neurotransmitter

60
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in some particular brain region and some neurotransmitter in al-

most every brain region. Because stressors can have such wide-

spread effects, almost any neurotransmitter is a potential mediator

of the effects of uncontrollability. Not surprisingly, many have been

studied, and researchers indeed find that virtually all neurotrans-

mitters are altered in some way by the controllability versus uncon-

trollability of an imposed stressor.

Such discoveries have usually been followed by experiments

showing that a pharmacological manipulation of the neurotransmit-

ter or receptors for the neurotransmitter has an impact on learned

helplessness. This is consistent with the notion that alterations in

that neurotransmitter produce these effects.

For example, pharmacological agents that prevent the uncontrol-

lable stressor (usually inescapable shock) from producing the neu-

rotransmitter change typically preclude such learned helplessness

effects as poor shuttlebox escape learning (see Chapter 2). Similarly,

pharmacological agents that produce the neurotransmitter change

typically lead to helplessness without any exposure to the uncon-

trollable stressor. These experiments may then be followed by the

proposal that neurotransmitter X in region Y must be the mediator

in producing learned helplessness.

However, things are not that simple, as we illustrate in this chap-

ter. There appear to be several biological mediators of helplessness

effects. Let us begin by looking at three different systems—norepi-

nephrine, gamma-aminobutyric acid, and endogenous opiates—in

relation to learned helplessness. In each case, we have convincing

evidence that the system is importantly involved.

NOREPINEPHRINE

The earliest investigations of the neurochemistry of learned help-

lessness occurred in the early 1970s and focused on the catechol-

amine norepinephrine (called a catecholamine because it has a cat-

echol nucleus and an amino group as part of its structure). There

were many reasons why norepinephrine (NE) was chosen as the

starting point. The scientific study of the nervous system began with

the peripheral nervous system because it is much more accessible

than the central nervous system. NE is the neurotransmitter at sym-

pathetic nerve terminals, and so it was isolated and studied very

early in the history of the neurosciences. When techniques to ex-

plore the central nervous system became available, it was only nat-

ural for researchers to ask if NE might be a neurotransmitter there
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as well. As a consequence, NE was one of the earliest known neu-

rotransmitters in the central nervous system. The isolation of NE in

the central nervous system was quickly followed by the develop-

ment of fluorescent techniques to visualize NE-containing neurons,

and thus we knew the distribution and organization of NE path-

ways before we knew those of most others.

The anatomy of NE pathways proves to be quite peculiar. NE-
containing cell bodies are located almost exclusively in a group of

nuclei in the pons and medulla of the brain. The largest and most

compact of the nuclei is called the locus coeruleus (LC), and its neu-

rons contain almost 80 percent of all of the NE in the brain. How-
ever, this nucleus has only a very small number of neurons, about

1,500 cells in the rat. The reason why this small number of neurons

can supply so much of the brain's NE is that the axon terminals of

each cell distribute themselves over a very wide area.

The major output pathway of the LC is called the dorsal NE bundle

(DB), which runs through the midbrain and then fans out to inner-

vate the whole neocortex, the cerebellar cortex, the hippocampus,

and the amygdala. What this means is that a vast region of the

brain receives NE from a very small number of cells in a single nu-

cleus. These wildly bifurcating individual neurons release NE along

the length of the fibers, not just at the terminals at the ends of the

axon. So the activation of an NE neuron "sprinkles" NE over a wide

region of tissue. Additionally, the neurons of the LC tend to fire in

synchrony. Taken together, these anatomical and physiological facts

suggest that this major NE pathway does not transmit detailed in-

formation but instead regulates some sort of general function.

Arousal, mood, and the like are obvious possibilities.

In contrast to the LC, the other major NE pathways are less well

defined. One of these is the ventral NE bundle. It originates in a

number of smaller and less discrete nuclei,and its ascending axons

terminate mainly in the hypothalamus. Most of these same nuclei

also have descending pathways to the spinal cord, and these pro-

jections are importantly involved in the control of the autonomic

nervous system.

Even before the organization of NE pathways in the brain was
well understood, theorists hypothesized that NE was involved in

the etiology of depression. Specifically, depression seems to entail

some deficiency of NE in the central nervous system (Bunney &
Davis, 1965; Schildkraut, 1965). The key evidence fueling such pro-

posals entailed drug effects. Reserpine and tetrabenazine deplete

NE, and they also produce depression. Conversely, drugs known
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to be effective antidepressants (the monoamine oxydase—MAO

—

inhibitor iproniazid and the tricyclic antidepressants) increase NE
levels. In addition, a variety of studies have revealed that NE sys-

tems are activated when an animal or person is exposed to a stres-

sor.

Evidence for Norepinephrine Involvement

All of the foregoing make NE an obvious choice as a potential me-

diator of learned helplessness effects. Let us take a look at the re-

search that followed. In the first key study, Weiss, Stone, and Har-

rell (1970) showed that the NE content of the brain taken as a whole

was reduced following a rat's exposure to inescapable shock but not

to shock that could be avoided or escaped. They argued that this

reduction in NE might be responsible for the poor escape learning

of rats following their exposure to inescapable shock, and perhaps

for other helplessness effects as well. Both escapable and inescapa-

ble shock may activate NE systems, but if the stressor is uncontrol-

lable, the utilization of NE exceeds the capacity of NE neurons to

synthesize new NE, thereby resulting in a net reduction in NE lev-

els. This depletion persists for some period of time after the stressor

has subsided, although NE levels eventually return to normal as

utilization decreases and synthesis of new NE replaces what has

been used. If the stressor is controllable, utilization remains at a

level that can be matched by synthesis (see Anisman & Zacharko,

1986, for details). If normal NE levels are needed to maintain nor-

mal levels of motor output, then depleted NE should produce a

motor deficit. The learned helplessness effect was thereby viewed

as reflecting a motor deficit resulting from NE depletion.

There are several ways to directly test the hypothesis that re-

duced levels of NE are responsible for the learned helplessness ef-

fect observed among animals. The most obvious is to reduce NE by

administering an appropriate drug to an animal rather than giving

it inescapable shock, and then observing whether it shows deficits

similar to those resulting from inescapable shock.

NE can be depleted in a number of ways. Some drugs (e.g., te-

trabenazine and reserpine) directly deplete it in the nerve terminals,

whereas others (e.g., FLA-63) prevent its synthesis in the first place.

Depleting NE by either method causes rats to fail to learn to escape

shock in shuttleboxes, just as we have seen for animals with prior

exposure to inescapable shock (Anisman, Irwin, & Sklar, 1979).

Another obvious tactic is to use a drug that prevents inescapable
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shock from depleting NE. Does this intervention preclude helpless-

ness effects such as failure to escape in a shuttlebox? The answer is

yes. Agents that inhibit the enzyme responsible for breaking down
NE (MAO inhibitors) prevent inescapable shock from depleting NE,

and they also prevent rats from displaying the shuttlebox learning

deficits that normally follow (Weiss, Glazer, & Pohorecky, 1976).

An alternative approach stems from considering what happens

when NE levels are reduced. The presumed consequence is a re-

duced availability of NE at postsynaptic NE receptors, resulting in

a reduced transmission at NE neurons. Whatever NE does when it

is released from one cell to another (excitation or inhibition), there

will be less of this activity at subsequent neurons. Thus, we should

be able to overcome learned helplessness effects with pharmacolog-

ical agents that activate these subsequent neurons, even if NE has

been depleted by inescapable shock. By the same logic, we should

be able to produce learned helplessness effects with pharmacologi-

cal agents that block these subsequent neurons—that is, by pre-

venting NE from activating them—even in the absence of any ex-

posure to inescapable shock. Again, research produces precisely these

results (e.g., Anisman, Suissa, & Sklar, 1980).

The research we have been describing measured NE in the rat's

brain as a whole and administered drugs either systemically or into

the cerebral ventricles. Drugs administered in these ways reach large

segments of the brain. More recent research has attempted to iso-

late which regions of the brain and which NE systems might be of

importance.

Jay Weiss and his colleagues have argued that changes in NE in

the LC are crucial. When placed in water, rats previously exposed

to inescapable but not to escapable shock cease swimming and be-

come immobile sooner than do normal rats. This decrease in swim-

ming is present for up to 48 hours after they have been exposed to

inescapable shock, but not longer. Weiss et al. (1981) measured the

duration of the NE changes produced by inescapable and escapable

shock in a variety of separate brain regions. They found that only

NE depletion in the LC had a time course that matched the swim-

ming changes that the inescapable shock produced. Thus, NE was
depleted in the LC for 48 hours, but not 72 hours after the termi-

nation of the shock.

Why? The LC contains the cell bodies of NE neurons, and these

cell bodies themselves have receptors for NE. There are a number
of different types of NE receptors, and these presynaptic receptors

are of the alpha-2 class. If NE activates these "autoreceptors," it has
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the effect of inhibiting the activity of the neuron. Thus, NE released

in the LC inhibits the activity of LC neurons. Recall that NE neu-

rons release NE across their entire extent. When an LC NE neuron

is activated, there is a negative feedback process that holds the ac-

tivity in this pathway in check. If we continue this logic, a depletion

of NE in the LC should increase the activity of NE neurons, because

the source of the negative feedback has been reduced. This might

lead to the release of excessive amounts of NE in the terminal fields

of these neurons.

The next step in this line of research was to manipulate the LC
directly. Weiss and his colleagues showed that blocking the deple:

tion of NE in the LC of rats by directly infusing an MAO inhibitor

prevented inescapable shock from producing immobility in the swim
test. Moreover, they showed that stimulating alpha-2 receptors by

the infusion of an appropriate drug overcame the immobility pro-

duced by inescapable shock. And finally, research shows that infus-

ing a drug that blocks alpha-2 receptors again produces immobility

(see Weiss & Goodman, 1985, for a summary).

Behavioral Implications

The data we have just reviewed suggest that NE is involved in me-
diating learned helplessness. What is the reason, then, for the de-

bate surrounding the NE hypothesis? Part of it results from the view

that neurochemical explanations are an alternative to the learned

helplessness explanation of the helplessness effects (Chapter 2). NE
has been the particular neurochemical usually cited in these argu-

ments, and so the possible role of NE has been caught up in this

more general controversy.

We think this has become a fruitless issue. The psychological pro-

cesses involved in learned helplessness theory must be expressed

in terms of the chemical and physiological processes of the brain.

Evidence that there is a physiological mechanism for learned help-

lessness is hardly evidence for or against the viability of an expla-

nation at a psychological level. Arguing about whether the learned

helplessness effect is to be explained by reference to psychological

or neurochemical processes is like arguing about whether what comes

out of a shaker is salt or NaCl. The preferred level of description

and explanation depends on the use to which one puts them. A
complete understanding of any behavioral phenomenon requires that

both psychological and physiological mechanisms be understood.

That's a double bottom line, not psychology or physiology by itself.
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Still, it is reasonable to ask whether NE systems mediate the sorts

of psychological processes posited by learned helplessness theory.

A second aspect of the NE debate emerges here. Proponents of a

critical role for NE have argued that NE reduction results in motoric

or movement deficits and that we should view helplessness effects

as deficits in movement or response initiation, not in terms of al-

tered cognition.

Whatever the role of NE in reducing motor activity or response

initiation/maintenance, it might be useful to examine the other known
functions of NE systems, particularly the LC-DB system. Indeed,

various data indicate that this system is involved in the regulation

of processes related to attention and vigilance (see Aston-Jones, 1985,

for a review). Activation of the LC-DB system increases the signal-

to-noise ratio of cells in the terminal regions of the DB (e.g., cortex,

hippocampus) so that they can more selectively respond to "appro-

priate" input while filtering out irrelevancies. Animals with defects

in this system are unable to inhibit their attention to irrelevant stim-

uli (e.g., Mason, 1980). Although there is controversy concerning

these conclusions (e.g., Pisa & Fibiger, 1983), the LC-DB system

does appear to play some role in attentional processes.

Along these same lines, remember that the learned helplessness

effect involves a change in how the events that occur on a learning

trial are processed, and that this change seems to involve a shift in

attention so that animals differentially attend to external stimuli

(Chapter 2). This suggests that NE might alter attentional processes,

above and beyond any effects on response initiation and mainte-

nance.

As we described in Chapter 2, inescapably shocked rats learn to

escape in a Y-maze normally if external irrelevant cues are not pres-

ent, but they learn only slowly if an irrelevant light cue is added to

the situation. In contrast, escapably shocked and nonshocked rats

are not disrupted by the irrelevant cue. They learn to ignore it, and

they learn the Y-maze choice escape at their usual rate. These were

the data that first suggested the attentional shift hypothesis. To be-

gin to explore whether alterations in LC-DB activity might be in-

volved in mediating this attentional effect, Minor, Pelleymounter,

and Maier (1988) infused 6-hydroxydopamine—a neurotoxin that

depletes NE—directly into the LC-DB of rats. The NE was depleted,

and control animals were then given the Y-maze choice escape task,

either with or without an irrelevant light cue. The control animals

learned rapidly to choose the correct side to escape and were unaf-

fected by whether or not an irrelevant cue was present. However,
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the group for which NE in the LC-DB had been depleted also learned

rapidly when irrelevant cues were absent, but these animals were

severely impaired when one was present. In fact, their performance

did not improve at all over the 120 learning trials! What of the ef-

fects of the NE depletion on response speed? NE depletion had no

effect whatsoever on the speed with which the animals responded.

GAMMA-AMINOBUTYRIC ACID

The case for the NE hypothesis is compelling. Will you be per-

plexed to discover that an equally compelling argument can be made
for gamma-aminobutyric acid (GABA)? GABA is the major inhibitory

neurotransmitter of the brain and is widely distributed throughout

the nervous system. The brain contains more GABA than any other

neurotransmitter. It binds to several different kinds of GABA recep-

tors. These receptors produce inhibition when they are activated

because they allow chloride to enter the neuron; chloride ions have

a negative charge, and so the negativity of the inside of the cell

membrane is increased even more than usual relative to the out-

side. This hyperpolarization of the neuron makes it more difficult

for excitatory input to depolarize the cell, and therefore its firing is

inhibited.

Evidence for Gamma-aminobutyric Acid Involvement

The first suggestion that GABA might play a role in learned help-

lessness was a series of studies conducted by Petty and Sherman

(1981). In looking at slices of brain tissue taken from the hippocam-

pus, they found that rats that had been exposed to inescapable but

not escapable shock showed reduced levels of GABA. Furthermore,

when GABA was injected into the hippocampus of rats, this re-

versed poor escape learning. And when a GABA-receptor antago-

nist was injected, this produced helplessness effects. Clearly, these

findings support the idea that learned helplessness effects occur be-

cause inescapable shock somehow interferes with GABA function.

Recently, Drugan et al. (1989) provided even stronger support for

this hypothesis by directly measuring the amount of chloride ion

that travels into the neuron while it was being stimulated with a

substance that activates GABA receptors. An animal previously ex-

posed to inescapable shock showed a reduced amount of chloride

in cortical neurons.

Another test of the GABA hypothesis is made possible by the fact
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that a number of other binding sites are associated with the GABA
receptor-chloride channel complex. The most notable for our pur-

poses here are benzodiazepine binding sites. Benzodiazepines (BZs)

are minor tranquilizers such as Valium and Librium and are called

BZs because of their chemical structure. These drugs exert an effect

on GABA transmission by facilitating its binding to its receptor and
thereby increasing the number of chloride channel openings in-

duced by a given GABA concentration. So BZs do not influence the

activity of GABAergic neurons in the absence of GABA but instead

increase the amount of inhibition exerted by GABA that is present.

BZs have a variety of effects on the brain and behavior. They reduce

anxiety and fear, decrease seizure activity in the brain, 1 and relax

muscles, all because they facilitate GABA action (Paul, Marangos,

& Skolnick, 1981).

Given the facilitation of GABA produced by BZs, it is not surpris-

ing that if BZ is administered before a stressor, it reduces or pre-

vents the usual effects of the stressor on GABA function (Biggio,

1983). If alterations in GABA are essential to producing learned

helplessness effects, then BZ administration prior to inescapable shock

should reduce or prevent learned helplessness. The administration

of the BZs such as diazepam and chlordiazepoxide before inescap-

able shock does indeed prevent an animal's deficit in shuttlebox

escape learning that normally occurs 24 hours after the shock ex-

perience (Drugan, Ryan, Minor, & Maier, 1984; Sherman, Allers,

Petty, & Henn, 1979). Interestingly, if BZ is administered before the

shuttlebox test rather than before inescapable shock, it does not

eliminate or even reduce the learned helplessness effect. This sug-

gests that the BZ/GABA system may be involved in initiating the

processes responsible for learned helplessness effects as assessed by

the animal's failure to escape from a shuttlebox, but it is not the

system that mediates the animal's failure to perform at the time that

it is tested. We return to this point later.

A final test of the role of GABA in learned helplessness is made
possible by the curious fact that a class of compounds called beta-

carbolines bind to the benzodiazepine site in such a way as to inter-

fere with GABA action. Specifically, they make it more difficult for

GABA to bind to its receptor and to open its chloride channels. This

leads one to expect that beta-carbolines should have effects opposite

to those of BZs: they should induce anxiety, facilitate seizure activ-

ity, and so on. Administration of beta-carbolines in animals leads to

behaviors and physiological changes characteristic of fear and anxi-
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ety (Ninan et al., 1982). In humans, beta-carbolines lead to feelings

of "uneasiness and impending doom" (Dorow, 1982).

Consistent with the notion that the processes involved in mediat-

ing learned helplessness involve interference with GABA transmis-

sion as an initiating event, the administration of the beta-carboline

FG-7142 to rats produces a failure to learn to escape shock in a shut-

tlebox 24 hours later (Drugan, Maier, Skolnick, Paul, & Crawley,

1985). Again, we see the same deficit that is produced by exposing

animals to inescapable shock. Moreover, the effect of FG-7142 proves

to be mediated by BZ receptors because it is blocked by the simul-

taneous administration of a specific BZ-receptor antagonist (i.e., Rol5-

1788). Finally, uncontrollable aversive events may impact on the

entire complex by producing alterations at the BZ binding site.

Exposure to inescapable shock alters the ability of the BZ receptor

to bind this antagonist, which normally attaches itself to the recep-

tor with very high affinity (Drugan et al., 1989).

Behavioral Implications

The following facts have been established:

• Substances that interfere with GABA transmission and produce

anxiety can produce learned helplessness effects.

• Substances that facilitate GABA transmission and reduce anxi-

ety can prevent learned helplessness effects when given before

inescapable shock.

• Inescapable but not escapable shock reduces GABA function and

alters BZ binding sites.

Taken together, these facts imply a relationship between anxiety

and learned helplessness.

A number of questions thus arise. Does uncontrollable shock lead

to more fear or anxiety (or both) than does controllable shock or

stress? If so, does this state persist for some period of time follow-

ing the termination of the stressor, and if so, for how long? If this

sort of state is produced by uncontrollable stressors, does this occur

because of some action at the BZ receptor? If a state of heightened

fear or anxiety is produced, is this state responsible for other learned

helplessness effects? We will consider each question in turn.
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Fear and Anxiety. Fear and anxiety are not easy to distinguish from

each other. Fear generally refers to a complex of emotional, phys-

iological, and behavioral reactions to signals of danger, be the sig-

nals innate or learned. Thus, fear is characterized by a sense of ap-

prehension, physiological arousal (sympathetic nervous system and
hypothalamus-pituitary-adrenal activation), and species-specific de-

fensive behaviors, all in response to an explicit signal that danger is

present. Anxiety involves many of the same emotional, physiologi-

cal, and behavioral changes, but in circumstances in which a clearly

definable stimulus for these reactions is not present. A typical def-

inition is as follows.

Anxiety is an emotion that signifies the presence of a danger that cannot

be identified, or if identified, is not sufficiently threatening to justify the

intensity of the emotion . . . Anxiety is different from fear. Fear signi-

fies the presence of a known danger. The strength of fear is more or less

proportionate to the degree of danger. (Goodwin, 1986, p. 3)

Another way to look at this is to say that fear is driven by the en-

vironment. When the situation that elicited the fear no longer ex-

ists, the fear dissipates. Anxiety, however, is not so driven by stim-

ulus input, and thus it can persist long after initiating events have

ended.

Uncontrollable stressors produce more fear than do controllable

ones. This was first suggested in a study by Mowrer and Viek (1954)

in which rats given inescapable shock were more reluctant to eat

when placed in the shock environment than were rats that had re-

ceived escapable shock. These findings have been confirmed by Mi-

neka, Cook, and Miller (1984). These researchers showed that rats

exhibited greater levels of species-typical defensive behaviors in the

presence of stimuli once associated with inescapable shock than did

rats in the presence of stimuli once associated with equal amounts

of escapable shock.

The rat's dominant behavioral reaction to either innate signals for

danger (e.g., a cat) or learned signals (e.g., a tone indicating that a

painful event such as electric shock is about to occur) is to freeze

and become motionless. One can speculate that this reaction evolved

because the absence of motion makes matters more difficult for a

predator. At any rate, what is clear is that the degree of freezing

varies in lockstep with factors arguably determining the amount of

fear. Because it is so sensitive to variations in fear, freezing thus

constitutes a good behavioral measure among rats (Fanselow & Bolles,

1979). Rats freeze more in an environment in which inescapable
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shocks occurred than in one in which equal amounts of escapable

shock were delivered (Mineka et al., 1984).

These and other data make it clear that uncontrollable stressors

produce more fear than do controllable stressors, but do they lead

to an enduring state of anxiety? The experiments just described in-

volved observing animals in the situation in which the stressor had

occurred, and so the changes in their behavior were an immediate

response to signals associated with the stressful event. If we return

the subjects to this stressful environment at a later time, we would

not resolve this issue. Any effects observed might simply reflect a

conditioned response to the stimuli of the environment rather than

a state that has persisted through time.

Here is an example that illustrates the point. Let's assume that

you visit a city for the first time and are beaten and robbed on the

subway. If you return a few years later and enter the subway, you

are likely to become fearful, but this does not mean that the original

event produced an emotional state that persisted for years. The

emotional state undoubtedly dissipated after the original experi-

ence, only to be rearoused by the distinctive subway environment.

We have attempted to address this issue (Short & Maier, 1990).

A number of behavioral measuring techniques have been used to

assess anxiety in animals such as the rat. One that is particularly

appropriate for our present purposes is the "social interaction" test

developed by File and her colleagues (e.g., File, 1980). Here two

rats unfamiliar with each other are placed together in an enclosed

arena. The time they spend in active socializing is measured. These

researchers have shown that both environmental and pharmacolog-

ical manipulations known to reduce anxiety increase the time spent

in active social interaction, whereas manipulations that increase

anxiety decrease this kind of interaction. Moreover, agents that alter

processes other than anxiety have little or no effect on the social

interaction of such animals, thereby making this measure specific as

well as sensitive. The major advantage for us is that this social in-

teraction test does not involve shock or any other obviously aver-

sive stimuli. Nor does it involve stimuli that have ever been asso-

ciated with shock.

In the first experiment using this test to see if uncontrollable events

produce an enduring state of anxiety, Short exposed rats to either

escapable shock, yoked inescapable shock, or no shock at all. He
then placed them in pairs in an enclosure 24 hours later. The enclo-

sure was an open arena and bore no resemblance to the environ-

ment in which the shocks had been delivered. The shocks had oc-
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curred while the rats were in small Plexiglas restraining tubes. Bright

illumination and a fairly loud masking noise were present. The en-

closure was simply a large open wooden box, with dim illumination

and no masking noise at all. Still, it is possible that the same odors

might be present in both places. This matters because rats produce

a distinctive "stress odor" when exposed to a stressor, and perhaps

this might carry over to the second environment and serve as a

conditioned stimulus. To minimize this possibility, the testing en-

closure was in a different room from the one where the shocks had

been administered. No shocks ever occurred in the testing room,

and the enclosure was cleaned with an acetic acid solution after

each test.

One potential difficulty with using the time spent in active social

interaction as a measure is that animals freezing or remaining im-

mobile cannot be simultaneously engaged in active interaction. Thus,

it is typical practice to measure the amount of activity as well as the

social interaction in the test enclosure and to correct the interaction

measure for the amount of locomotion. Exposure to escapable shock

had no effect on the time spent in social interaction as compared

with nonshocked controls. However, those animals exposed to

inescapable shock showed a reduced level of interaction. This effect

was not minimized by correcting for the amount of locomotion.

If this behavioral change produced by the uncontrollable stressor

represents a state of persistent anxiety, then perhaps it dissipates

with time, eventually to vanish if testing is delayed long enough

following the inescapable shock. In contrast, if the reduced social

interaction represents a conditioned fear state, it should emerge even

when testing is delayed for a long period of time. This is because

conditioned fear is rearoused by stimuli present during the stressor

even if long periods of time (e.g., months) intervene (Gleitman &
Holmes, 1967). Short found that the decreased social interaction was
present for up to two days after the inescapable shock occurred.

After seven days elapsed, there were no signs of decreased social

interaction.

The BZ Receptor. The foregoing research suggests that uncontrol-

lable stressors do produce a state of heightened anxiety that persists

for some period of time. Is this because of an action at the BZ re-

ceptor, and if so, what sort of action?

You may by now have wondered why the brain has receptors for

minor tranquilizing drugs. Surely, evolution cannot have selected

for a receptor for Valium. Much more plausible is the possibility
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that the brain contains its own endogenous substances (called li-

gands) that act on the BZ receptor. This is an active area of investi-

gation, and researchers have suggested a number of possible can-

didates. We have already seen that there are artificial compounds,

such as the BZs, that act at the BZ receptor to reduce anxiety (ago-

nists) and others, such as the beta-carbolines, that increase anxiety

(inverse agonists). We can argue from considerations of adaptation

for the likely existence of either endogenous anxiolytic (anxiety re-

ducing) substances that are released in the brain in response to ap-

propriate circumstances or endogenous anxiogenic (anxiety increas-

ing) substances, or both. Interestingly, some have claimed that they

have isolated an endogenous ligand in the brain for the BZ receptor

that is anxiolytic (DeBlas & Sangameswaran, 1986), others have

claimed to have isolated an endogenous ligand that is anxiogenic

(Guidotti et al., 1983), whereas still others have argued for the ex-

istence of both types of endogenous ligands.

Several possibilities follow. Perhaps learning that one has no con-

trol over a stressor such as shock leads to the release of an endog-

enous anxiogenic substance that binds to the BZ receptor in a man-
ner similar to that of the inverse agonists, thereby interfering with

GABA function at some critical brain site(s) and thus causing anxi-

ety. Or perhaps an opposite possibility is correct; maybe it is the

existence of control that is key rather than its lack. Exposure to the

aversive shock stimulus might produce anxiety, and learning that

one has control might release an endogenous anxiolytic that binds

to the BZ receptor in an agonist fashion to facilitate GABA function,

thereby decreasing anxiety. Or perhaps both may occur.

Each of these possibilities—that control releases an anxiolytic and

that lack of control releases an anxiogenic—makes the same predic-

tion that the administration of a BZ before the shock experience

should leave both groups with normal levels of anxiety when tested

24 hours later. Short and Maier (1990) found this to be the case. If

the BZ diazepam is administered before the shock experience, both

inescapably and escapably shocked animals engage in the same
amount of social interaction as nonshocked controls.

The possibilities differ with regard to what they expect to happen
if a BZ-receptor antagonist is administered before the shock expo-

sure. A specific BZ-receptor antagonist (such as Rol5-1788) occupies

the BZ receptor and prevents either agonists or inverse agonists from

binding to the receptor but exerts very little in the way of intrinsic

anxiolytic or anxiogenic activity itself. If lack of control releases an

anxiogenic that is responsible for the observed effects on social in-
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teraction, then we should find that Rol5-1788 makes inescapably

shocked animals behave as do their escapably shocked counter-

parts. It should reduce the increased anxiety in the inescapably

shocked subjects because the anxiogenic cannot have an effect on
the BZ receptors. It should have no effect on those that were escap-

ably shocked. In contrast, if control releases an anxiolytic that is

responsible for the controllability difference in social interaction, then

Rol5-1788 should make escapably shocked animals behave as do
those that were inescapably shocked. Not only should it increase

the anxiety level in these animals that have control over the stres-

sor, but it should have little effect on those animals that did not

have control.

Short and Maier's results were clear. The administration of the

BZ-receptor antagonist Rol5-1788 before the shock session altered

the subsequent social interaction of only the inescapably shocked

animals. Their level of anxiety was reduced to control levels, whereas

that of the escapably shocked animals was not affected. This sug-

gests that the lack of control activates an endogenous anxiogenic

that acts at the BZ receptor.

These findings need not imply that control has no effects of its

own on the BZ receptor. Other data suggest that control activates

an endogenous anxiolytic, in addition to the lack of control activat-

ing an anxiogenic. For example, Drugan, Mclntyre, Alpern, and Maier

(1985) explored the impact of exposure to escapable and inescapable

shock on the seizure activity produced by GABA-receptor antago-

nists. GABA antagonists lead to seizures, and these seizures are

ameliorated by the anxiolytic BZ agonists and augmented by the

anxiogenic BZ-receptor inverse agonists. As the above discussion

suggests, exposure to inescapable shock increased the seizures pro-

duced by subsequent exposure to GABA antagonists. This mimics

the effects of anxiogenics such as the beta-carbolines and supports

the notion that inescapable shock releases endogenous anxiogenic

inverse BZ agonists. However, escapable shock was not without its

effect. Escapable shock actually protected the animals against the

seizure-producing power of the GABA antagonists by reducing their

seizures. Thus, escapable shock duplicated the effects of anxiolytic

BZ agonists and suggests that control activates an endogenous an-

xiolytic. Perhaps both lack of control and the presence of control

exert antagonistic effects on the BZ/GABA complex, thereby regu-

lating anxiety in bidirectional fashion.
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The Role of Fear and Anxiety in Learned Helplessness. From our pre-

ceding discussion, we conclude that:

• Uncontrollable stressors produce more fear than do equal

amounts of controllable stressors.

• More fear is conditioned to cues that are present during the

stressor experience if the stressor is uncontrollable.

• A state akin to anxiety persists for 48-72 hours after experience

with the uncontrollable stressor.

Fear and anxiety can themselves produce many other behavioral

changes. For example, fear motivates and organizes the occurrence

of a whole series of defensive behaviors (Bolles & Fanselow, 1980)

and can also alter cognitive processes such as attention (Eysenck,

1982).

Perhaps it is this intense fear/anxiety that is the proximate cause

of such helplessness effects as poor escape learning and attentional

shifts (see Chapter 2) rather than the processes proposed by learned

helplessness theory. Stressor controllability or representations of

controllability may not operate by directly altering incentive moti-

vation and the direction of attention but by modulating fear. The
fear then causes the behavioral symptoms we observe in animals.

So, for example, poor shuttlebox escape learning might reflect the

occurrence of high levels of fear-produced defensive behaviors, which

obviously interferes with efficient learning. Williams and Lierle (1986)

have proposed a similar hypothesis.

This is plausible. Animals that have experienced inescapable shock

later engage in more fear-related behaviors when in shock situa-

tions than do animals that have experienced escapable shocks (Wil-

liams, 1987). However, the fact that these behaviors occur does not

necessarily mean that they are the cause of the other outcomes,

such as poor shuttlebox escape learning. Unfortunately, there are

not that many ways to test this hypothesis. The most obvious strat-

egy would be to employ conditions known to alter either fear/anxi-

ety or the learned helplessness effect, and to determine whether the

level of fear and the occurrence of the learned helplessness effect

covary. If poor shuttlebox escape is a consequence of high levels of

fear, then the two should go together. We should find that proce-

dures that eliminate or reduce fear reduce or eliminate the learned

helplessness effect, and that procedures that eliminate learned help-

lessness reduce or eliminate the heightened level of fear.

Maier (1990) used this strategy to explore the relationship be-
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tween fear and learned helplessness. The goal was to measure the

amount of fear and shuttlebox escape performance in the very same
subjects. It has been argued that many behaviors reflect fear in a

quantitative fashion. Disruptions in aggression, disruptions in "prod"

burying, reductions in consummatory behavior, and freezing (the

absence of all movement except that required for respiration) have

all been seen as sensitive measures of fear. The only one of these

that could be assessed during shuttlebox escape learning is freez-

ing, and freezing has already been argued to be the single best mea-

sure (Fanselow & Lester, 1987). In any case, freezing does vary in a

sensitive way with changes in parameters such as shock intensity,

shock duration, and the number of shocks, all of which arguably

modulate the level of experienced fear.

We should note that there are two different types of fear hy-

potheses. One involves a number of steps:

1. Uncontrollable stressors produce high levels of fear.

2. This leads to the conditioning of intense fear to stimuli present

at the time of shock.

3. Stimuli similar to these stimuli (e.g., odors emanating from

stressed animals) are present in the shuttlebox test situation.

4. These stimuli then elicit intense fear as a conditioned re-

sponse.

The key idea here is that the experience of uncontrollable shock

does not lead to an enduring change in the animal. Rather, it sim-

ply produces a great deal of fear at the time that it occurs. This fear

becomes conditioned to cues present at the time.

The second fear hypothesis agrees that fear may become condi-

tioned to cues. But it additionally proposes that the experience of

uncontrollable shock may sensitize the physiological substrates that

underlie fear/anxiety, and that this sensitization persists through time,

gradually diminishing and dissipating. When the animal experi-

ences shock during the shuttlebox test, the shock acts on a sensi-

tized fear system in the case of the animal that has previously ex-

perienced uncontrollable stressors. Thus, enhanced levels of fear are

produced. This sensitized state may be similar to anxiety.

The experiments, therefore, required the measurement of both

types of fear. The shuttlebox environment would, of course, elicit

conditioned fear. Various behaviors (including freezing) were there-

fore scored from the initial moment that the rat was placed into the

shuttlebox. Care was taken to ensure that "stress odors" were al-
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ways present. No experimental events were presented for the first

10 minutes of the session, and the rat's behavior was recorded. As
for the second kind of fear, it would occur as the animals reacted to

the shock in the shuttlebox. They were exposed to a small number
of shock escape trials, and then further trials were postponed for 20

minutes while their behavior was again recorded. The session then

progressed normally, and escape learning was measured.

What happened when animals were exposed to escapable shock,

inescapable shock, or no shock and then tested 24 hours later as we
have just described? There was only a small amount of freezing

before the first shock, and there were no other behavioral signs of

fear. However, the inescapably shocked animals froze more than

did the others, indicating that a small amount of conditioned fear

was transferred. The shock produced fear in all of the groups, but

the fear was the greatest in the previously inescapably shocked rats,

which remained almost completely frozen for the entire 20-minute

observation period. Of course, these animals did not learn to escape

the shock when the escape training trials took place after the obser-

vation period.

This initial experiment confirmed that fear and learned helpless-

ness can be measured in the same subjects and that the two seem
to go together. Additional experiments sought to determine whether

they were indeed tied together or whether they might be indepen-

dent consequences of uncontrollability. The most interesting of these

experiments involved an examination of the effects of the BZ diaze-

pam and the opiate-receptor antagonist naltrexone. Diazepam was
examined because of its anxiolytic qualities, and naltrexone was ex-

amined because it prevents the escape learning deficit from occur-

ring when it is given before shuttlebox testing (Whitehouse, Walker,

Margules, & Bersh, 1983).

Here is an overview of this study. Rats were exposed to either

uncontrollable shock or no shock at all and then tested 24 hours

later, as we have already described. However, before the test they

received an injection of either diazepam, naltrexone, or a control

substance. Diazepam reduced the amount of freezing in inescapably

shocked animals to the level of freezing observed in the non-

shocked controls. This was true for freezing both before and after

the shock was delivered. However, diazepam did not reduce the

magnitude of the learned helplessness effect. The inescapably

shocked animals still failed to learn to escape, even though diaze-

pam had reduced their fear to that of the control animals. Naltrex-

one had no effect on freezing before the shock but increased it after



78 Learned Helplessness

shock for the inescapably shocked rats. Naltrexone completely elim-

inated the learned helplessness effect; the inescapably shocked ani-

mals given this antagonist learned at a normal rate.

To recap, diazepam reduced fear during testing to control levels

but had no impact on the learned helplessness effect, whereas nal-

trexone increased fear following shock but eliminated the learned

helplessness effect. Some might object that testing fear at a different

point in the session might have yielded a different pattern, but this

was not the case (Maier, 1990). Others might argue that a different

measure of fear might produce a different pattern. Actually, other

measures of fear were tried, and the same results were found (Maier,

Ryan, Barksdale, & Kalin, 1988). These experiments together sug-

gest that heightened fear during testing and the shuttlebox escape

learning deficit are not causally related. Both of them might be con-

sequences of uncontrollability, but one certainly does not produce

the other.

What therefore can be said about the role of fear and anxiety in

learned helplessness? The evidence we reviewed at the beginning

of this section clearly suggests that the experience of intense fear

during the initial stressor exposure might be necessary to produce later

learned helplessness effects such as poor shuttlebox escape. Reduc-

ing the fear during the stressor with pharmacological agents that

act on the BZ/GABA system or by behavioral manipulations elimi-

nates the shuttlebox escape learning deficit that occurs 24 hours later

(see Jackson & Minor, 1988). However, the level of fear during the

behavioral testing for learned helplessness is not important, and so

the behavioral effects such as poor shuttlebox learning are not pro-

duced by fear or behaviors produced by fear. Obviously, other be-

haviors may be a consequence of fear. For example, we have seen

that inescapably shocked animals freeze more than do escapably

shocked animals when tested later, and this differential outcome of

controllability is likely a consequence of fear at the time of the be-

havior. Here agents that reduce fear eliminate the behavioral differ-

ence. Some behaviors might be a consequence of conditioned fear

or of sensitized fear systems. We can distinguish these fear pro-

cesses by allowing large amounts of time to lapse between shock

exposure and testing. Conditioned fear should persist; sensitized

fear should not (see Maier, 1990).

We can therefore derive the following scheme. Learning that one

has no control over a stressor intensifies fear and anxiety, possibly

by activating an anxiogenic endogenous ligand that acts at the BZ
receptor or some other site on the complex that contains the GABA
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receptor. In addition, learning that one has control may reduce anx-

iety, possibly by activating an anxiolytic endogenous ligand that acts

at the BZ receptor. These actions produce an alteration in the BZ/

GABA complex that persists for some period of time and then di-

minishes. In the case of inescapably shocked animals, this can be

described as a reduction in "GABAergic tone" (see Drugan & Holmes,

1991). This represents anxiety and a sensitized substrate for fear. In

addition, fear is conditioned to the stimuli present during the shock

exposure.

Some behaviors will be driven by conditioned fear and others by

the sensitized-fear substrate. For example, the enhanced freezing in

response to the shuttlebox environment produced by inescapable

shock did not diminish if 72 hours were allowed to elapse between

the inescapable shock and the shuttlebox testing. But the enhanced

postshock freezing in the shuttlebox was completely eliminated

(Maier, 1990). Recall that Short and Maier found that heightened

anxiety persisted for only 48 hours after exposure to inescapable

shock. Other behaviors will not be a consequence of fear or anxiety

at all. Clearly, the BZ/GABA changes that uncontrollable stressors

produce act on some other neurochemical system(s), which is then

responsible for some behavioral changes such as poor shuttlebox

escape. Fear and alterations in the BZ/GABA system might be im-

portant initiating events, but they might not always be direct causes.

Does this mean that all learned helplessness effects are at least

traceable to the animal having once experienced intense fear or anx-

iety? In the last chapter, we argued that some consequences of un-

controllability are caused by cognitive changes such as attentional

shifts that are the direct result of the animal learning that behavior

and shock termination are independent, whereas other conse-

quences result from motivational and emotional processes. Those

behavioral changes directly produced by cognitive alterations need

not depend on any initial experience of intense fear or anxiety. Re-

call that poor Y-maze choice learning represents such a behavioral

change. It is noteworthy that the administration of a BZ before ines-

capable shock does not eliminate or even reduce the impact of the

uncontrollable stressor on subsequent choice escape learning, nor

does prior administration of an agent that produces intense anxiety

(beta-carboline) lead to deficits in choice escape (Maier, 1992).

In sum, organisms learn about the characteristics of stressors to

which they are exposed. This learning itself produces a set of cog-

nitive changes that lead to a set of behavioral outcomes. This learn-

ing also impacts on those physiological systems that are involved in
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the mediation of fear and anxiety. They are altered in several ways,

and the functioning of these systems then leads to a set of behav-

ioral outcomes. Fear and anxiety processes in turn impact on other

neurochemical systems and alter them, with these systems being

responsible for yet other behavioral outcomes.

Relation to Noradrenergic Systems. We have discussed the role of NE
and GABA, and it is only natural to ask whether the two might be

related. Anatomical considerations certainly suggest such a possi-

bility. Of special relevance to our discussion is the fact that

GABAergic neurons (neurons that synthesize and release GABA from

their terminals) terminate on noradrenergic LC neurons and inhibit

their firing (Cedarbaum & Aghajanian, 1978). Moreover, electrical

stimulation of the LC produces behavioral symptoms of fear and

anxiety in monkeys, and its destruction produces a placid and non-

reactive state in animals such that they fail to respond with fear to

danger signals (Redmond, 1987). Interestingly, the anxiety-arousing

effect of beta-carboline is reduced by agents that inhibit NE LC ac-

tivity (Crawley et al., 1985).

The implication here is that a reduction in GABA function might

produce anxiety because this decreases tonic or phasic inhibition

(GABA is an inhibitory neurotransmitter) of NE LC neurons, thereby

allowing greater increases in the activity of these neurons in re-

sponse to excitatory input. Interfering with GABA might have the

effects we described in the prior sections because this removes a

"brake" on LC neurons. This neatly integrates the research impli-

cating NE with the research implicating GABA. Moreover, there is

good evidence that NE systems remain sensitized for some period

of time after inescapable shock has been delivered. We saw the same

effects with fear systems defined behaviorally. Anisman and Sklar

(1979) found that the depletion in NE produced by inescapable shock

recovers quickly. However, for some period of time, subsequent

exposure to a small amount of shock insufficient to alter NE in con-

trol animals is able to redeplete NE in animals previously given

inescapable shocks. Even though they are seemingly recovered, their

NE systems remained supersensitive to subsequent stressors.

Unfortunately for elegance, the NE cells in the LC are not the

only likely locus of BZ/GABA action. Ascending serotonergic (5-HT)

projections from the midbrain raphe nuclei are also involved in the

anxiolytic effects of BZs and other compounds. These nuclei give

rise to the 5-HT innervation of structures known to be intimately

involved in the regulation of emotion. The dorsal raphe nucleus
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possesses receptors for GABA and BZs. If GABA or BZs are applied

directly to the dorsal raphe, they reduce the release of 5-HT in the

terminal fields of the ascending neurons (Soubrie, Bias, Ferron, &
Glowinski, 1983). Moreover, we know that these projections are

critical in producing some of the anxiolytic effects of the BZs (Sou-

brie, Thiebot, Jobert, & Hamon, 1981).

A case could be made for either the NE LC or the 5-HT raphe as

a mediator of the anxiety that is produced by uncontrollable stres-

sors. In an attempt to begin to study this issue, Short and Maier

(1990) tested inescapably shocked and control rats for subsequent

anxiety using the social interaction test as described earlier. Recall

that the systemic administration of the BZ-receptor antagonist Rol5-

1788 before the inescapable shock prevented the heightened anxiety

that would normally be observed 24 hours later. Here we microin-

jected Rol5-1788 directly into either the LC or the dorsal raphe nu-

cleus. Simplicity calls for an effect of diazepam when administered

into the LC but not when injected into the dorsal raphe. Alas, the

results were quite the opposite! Nature appears at odds with our

human desires for parsimony. Clearly, much more work is needed

before the anatomy of our effects is understood.

ENDOGENOUS OPIATES

Few discoveries in the last several decades have created as much
excitement as finding out that the brain and spinal cord contain

specific receptors for opiatelike molecules and endogenous sub-

stances that bind to and activate these receptors. It had long been

suspected that the central nervous system had specific receptors for

opiates (because opiates such as morphine are frequently only ef-

fective in one of their molecular conformations and because their

effects can be reversed by specific antagonists such as naloxone).

But it was not until 1974 that researchers provided the first convinc-

ing support for this hypothesis. This work initiated the search for

the endogenous ligand for these receptors, and researchers in 1975

isolated two substances from the brain with actions similar to that

of morphine (Hughes et al., 1975). They named these leu- and met-

enkephalin (enkephalin meaning "in the head"). Other brain opioids

were subsequently discovered, and the group as a whole has some-

times been called endorphins (endogenous morphine).

The discovery of opiate receptors and endogenous opiates raised

obvious questions about their possible function. Pain was a natural

area for investigation because opiates act as analgesics. It was al-
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ready known that electrical stimulation of a number of discrete sites

in the brain, mainly in and around the periaqueductal gray, pro-

duces a profound reduction in pain (Mayer, Wolfle, Akil, Carder,

& Liebeskind, 1971), and it makes sense that these sites might con-

tain opiate receptors and that their stimulation might release endor-

phins. This idea was soon supported by a variety of evidence. These

sites do indeed contain opiate receptors and endorphins. Electrical

stimulation analgesia is reversed by the administration of the opiate

antagonist naloxone. There is also cross-tolerance 2 between electri-

cal stimulation and opiate analgesia, a point to which we return

shortly (e.g., Akil, Mayer, & Liebeskind, 1976).

This all led to the view that the brain contains an endogenous
system that inhibits pain. There are a number of ways in which

such a system could function. One way would be for its activation

to "damp" the pain message in the brain once the message had
arrived from the spinal cord, where the pain signal originates. An-
other way would be for the activation of the system in the brain to

send messages down to the spinal cord, where the descending mes-

sage initiates processes that inhibit the ascending transmission of

the pain signal. A great deal of evidence has accumulated that in-

dicates that endogenous pain-inhibition sites in the midbrain and
medulla produce analgesia by sending messages down to the spinal

cord, where the ascending transmission of the pain message is in-

hibited (see Basbaum & Fields, 1984, for a review). Moreover, op-

iate receptors and endogenous opiates play a critical role in pain

modulation at the level of both the brain and the spinal cord.

The existence of endogenous pain-inhibition systems suggests that

there are environmental circumstances that produce analgesia. It is

unlikely that evolution selected for neural systems that could be

activated only by the administration of an opiate such as morphine

or by electrical stimulation from implanted electrodes. If there is

pain-inhibition circuitry in the brain that involves endogenous opi-

ates, something should be able to activate it.

There had been reports that exposure to stressors might activate

analgesia systems (Hayes, Bennett, Newlon, & Mayer, 1978), and

this led one of us (SFM) to investigate whether stressor controlla-

bility might be of importance here. There was a certain intuitive

appeal in the idea that if one learned that a stressor was uncontrol-

lable, then this learning would activate endogenous opiate systems.

After all, if one can control an aversive event, then the best strategy

for coping is by exerting the behavioral control one has available.

However, when the event is uncontrollable and behavioral coping
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is not possible, it makes sense for one to conserve energy and with-

draw from the situation as much as possible until such time as be-

havioral control becomes possible (see Engel & Schmale, 1972). It

makes little sense to expend valuable energy resources attempting

to control an event that is uncontrollable. Obviously, conservation

and withdrawal in the face of a painful event are difficult. It would

be much easier if the pain could be blunted. Moreover, opiates tend

to be energy conserving in nature (Margules, 1979). They slow down
one's digestion and respiration, close sphincters, and reduce the

body's set point for temperature. Perhaps the analgesia produced

by opiates is just a part of a larger reaction to conserve resources.

Exposure to uncontrollable stressors such as inescapable shock

produced an analgesic state, and the analgesia was as potent as that

produced by moderately large doses of morphine (Jackson, Maier,

& Coon, 1979). For the reader unfamiliar with this literature, pain

sensitivity/reactivity in animals such as the rat is typically measured

with reflex tests such as the tail-flick to radiant heat. Here a small

spot of radiant heat is focused on the animal's tail, which reflexively

moves away. The tail is flicked at the moment when the heat on
the tail builds to the point that it becomes painful. When animals

are given analgesic drugs such as morphine, they flick their tails

more slowly or not at all. The degree to which analgesic drugs in-

hibit the tail-flick to radiant heat correlates exactly with the analge-

sic potency of the drugs as assessed by human self-report.

Not only did exposure to inescapable shock produce an analgesic

state, but the physiological substrate responsible for the analgesia

also remained sensitized for 48 to 72 hours after the shock. During

this period, a small amount of shock insufficient by itself to produce

analgesia rapidly produced analgesia in animals previously exposed

to inescapable shock. This effect is specific to inescapable shock. It

is not produced by exposure to escapable or controllable shock. Fi-

nally, the inhibition of the tail-flick reflex produced by inescapable

shock is a true analgesia, meaning that it is specific to painful input

to the tail, not an inhibition of the reflex per se. The rats withdraw
their tail in response to a nonpainful touch with a normal latency.

Moreover, suppose we make a lesion in the pathway that descends

from the midbrain and medulla to the spinal cord. This pathway
carries the pain-inhibition message produced by morphine and elec-

trical stimulation. Such a lesion abolishes the analgesia produced by
inescapable shock (Watkins et al., 1984). Thus, we can conclude that

pain transmission is inhibited by inescapable shock.

The demonstration of this analgesia led us to pose several ques-
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tions. The first was whether the analgesia was really a learned help-

lessness effect, that is, sensitive to control. Recall from Chapter 2

that experiencing control over a stressor before exposure to uncon-

trollable stressors can immunize the subject against learned help-

lessness produced by the uncontrollable stressor. In addition, force-

able exposure to controlling the stressor after experiencing

uncontrollable stressors can eliminate learned helplessness alto-

gether. We thus set out to determine whether these immunization

and therapy effects occur with regard to the analgesic consequences

of inescapable shock. Exposure to escapable shock before inescapa-

ble shock prevented the development of the analgesia in response

to inescapable shock, and exposure to escapable shock after ines-

capable shock eliminated it (Moye, Hyson, Grau, & Maier, 1983).

Exposure to inescapable shock before or after inescapable shock

merely increased the analgesia, so the immunization and therapy

depended on whether the shock was controllable. These experi-

ments strongly support the notion that the analgesia produced by

inescapable shock is a learned helplessness effect, not just due to

stress. This is because the procedures that eliminated the analgesia

were themselves stressful. Controllable shock may well be less

stressful than uncontrollable shock, but it is still stressful (see Maier,

Ryan, Barksdale, & Kalin, 1988).

Complications soon emerged in this line of research. The first came

from demonstrations that other stressors also produced analgesia

but that the analgesia often did not seem to involve endogenous

opiates (e.g., Hayes, Bennett, Newlon, & Mayer, 1978). The anal-

gesia apparently did not involve opiate mechanisms because the an-

algesia is not reversed by the opiate antagonists naloxone and nal-

trexone and is not cross-tolerant with morphine. This led to the

view that there were multiple endogenous pain-modulation sys-

tems, with some involving opiate mechanisms and some not (Wat-

kins & Mayer, 1982).

The next step was to determine whether the analgesia produced

by inescapable shock was reversed by opiate antagonists and whether

it was cross-tolerant with morphine. What did we learn? The anal-

gesia was completely blocked by naloxone and naltrexone and com-

pletely prevented by prior repeated exposures to morphine (cross-

tolerance).

This all led to the idea that learning that one has no control over

a stressor activates endogenous opiate systems, thereby activating

the brain's endogenous pain-inhibition systems. Moreover, this ac-

tivation seems to leave the systems involved in a sensitized state
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for some period of time. Perhaps opiate receptors become sensi-

tized, or perhaps more opiates are released later on in response to

shock.

There are a number of interesting ways to test this argument. If

inescapable shock really does what it does vis-a-vis analgesia be-

cause it activates an endogenous opiate system, then it should be

possible to produce the inescapable shock effects without using

inescapable shock at all. The same effects should occur if the en-

dogenous opiate system is activated in a more direct fashion. It is

difficult to know what activates opiate systems, but one thing does

for certain—opiates. So we should be able to mimic the effects of

inescapable shock by simply administering morphine. Obviously,

morphine will produce analgesia. However, recall that inescapable

shock does not just produce analgesia. It also sensitizes analgesia

systems so that a little bit of shock normally not enough to produce

analgesia will do so, say 24 hours later. Our logic thus demands
that a little bit of shock produces analgesia 24 hours after the ad-

ministration of morphine (the direct analgesic effects of morphine

only last an hour or two), and it indeed does (Grau, Hyson, Maier,

Madden, & Barchas, 1981).

Are you still unconvinced? The rationale of the above experiment

is that morphine and inescapable shock can substitute for each other.

What blocks the analgesic effects of inescapable shock? A prior ex-

posure to escapable or controllable shock. Thus, we are led to a

rather strange prediction. Prior exposure to escapable but not ines-

capable shock should block the analgesic effect of morphine. Star-

tlingly, this turns out to be the case (Grau et al., 1981). Moreover,

we should be able to turn the rationale around. If uncontrollable

stressors sensitize opiate systems, then animals recently exposed to

inescapable but not to escapable shock should show exaggerated

analgesic reactions and be supersensitive to morphine. 3 And this is

what happens (Grau et al., 1981). Finally, we discovered that ani-

mals exposed to inescapable shock show exaggerated withdrawal

reactions from morphine (Williams, Drugan, & Maier, 1984).

The convincing case for endogenous opiate involvement in the

analgesia produced by uncontrollable stressors leads to the next

complication. We have already noted that stressors often produce a

"nonopiate" analgesia. What, then, determines which kind of an-

algesia occurs? Perhaps stressors that are uncontrollable and pre-

sented extensively enough to allow the animal to learn that the

stressor is uncontrollable produce an opioid analgesia (for a review

see Maier, 1986). And perhaps stressors that are controllable or not
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presented often enough to allow the animal to learn that they are

uncontrollable produce nonopioid analgesia. Thus, for example,

stressors that produce nonopioid analgesia do not lead to behav-

ioral learned helplessness effects such as poor shuttlebox escape;

stressors that produce opioid analgesia do lead to poor shuttlebox

escape learning (Maier, Sherman, Lewis, Terman, & Liebeskind,

1983). It takes 80 to 100 inescapable shocks to produce learned help-

lessness effects, and it takes 80-100 inescapable shocks to produce

opioid analgesia.

A final complication is worth noting. Although 5 to 60 inescapa-

ble shocks produce nonopioid analgesia, fewer shocks, such as 1 or

2, produce an opioid analgesia in that the analgesia is reversed by
naltrexone and naloxone. Obviously, 1 or 2 inescapable shocks could

not lead to the learning of uncontrollability. Watkins, Wiertelak, and

Maier (1992) have explored this seeming contradiction and have re-

solved it. The naltrexone and naloxone studies had employed sys-

temic injections of the drug. Here the drug gets to both brain and
spinal cord opiate receptors. In our experiments, naltrexone was
delivered directly to the brain or to the spinal cord. It reversed the

analgesia after 1 or 2 shocks when administered to the spinal cord

but had no effect on the analgesia when administered to the brain.

In contrast, the analgesia after 80 and 100 shocks was reversed by

naltrexone administered to the brain, as well as to the spinal cord.

Thus, only the conditions that produce learned helplessness pro-

duce analgesia that involves brain opiate processes. What does this

all mean?
The role of the nervous system in analgesia provides a hint. The

opioid analgesia after 1 or 2 shocks and the nonopioid analgesia

after 5 to 60 inescapable shocks are mediated at a relatively low

level of the nervous system. They occur in undiminished form in

decerebrate preparations (Watkins et al., 1984) and even in animals

that are anesthetized, thereby precluding any cortical function. The

analgesia here represents a reaction driven by the sensory input

itself acting directly upon pain-inhibition circuitry at spinal and/or

brainstem levels of the brain (Maier, 1989a). In contrast, the opioid

hypoalgesia produced by 80 to 100 inescapable shocks is completely

prevented by manipulations such as anesthesia (Maier, 1989a) and

requires the operation of higher levels of the nervous system and

"conscious processing" of the events. Here the analgesia is not pro-

duced by the sensory stimulation itself but by what the animal has

learned about the events.

We can speculate that the analgesia that results from the aversive
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events themselves aids the animal in its attempts to behaviorally

cope with or control the events in question. A reduction in the

painfulness of aversive events might promote more efficient defen-

sive behavior designed to deal with the situation at hand (see Fan-

selow, 1986). However, if the events cannot be controlled and the

animal comes to appreciate that this is so, a different mechanism

may be called into play. This analgesia may well be designed to be

protective and to promote conservation of energy and withdrawal.

The behavioral characteristics of the analgesias are consistent with

these speculations. The analgesia that is produced by 1 to 60 ines-

capable shocks is relatively brief and dissipates quickly once the

shocks are terminated. Moreover, the analgesia is easily disrupted

by removing the animal from the dangerous situation. In contrast,

the analgesia produced by 80 to 100 inescapable shocks lasts a long

time once the shocks are terminated and is not disrupted by remov-

ing the subject from the shock situation. Once initiated, it lasts for

a long time, is very potent, and is not easy to stop (Drugan, Moye,

& Maier, 1982; Maier & Watkins, 1991).

You might wonder how these changes in pain systems and en-

dogenous opiates relate to the issues discussed earlier in the chap-

ter. Do these changes have anything to do with the NE system, the

BZ/GABA system, fear, and the like? They do. The intense fear and

anxiety produced by uncontrollable aversive events are an impor-

tant initiating step in the cascade of events producing many of the

"noncognitive" consequences of uncontrollability. The ultimate cause

of the behavioral outcome we measure (i.e., shuttlebox escape) might

be something else set in motion by fear-produced activity in the BZ/

GABA system, but fear is nonetheless involved early in the chain.

In keeping with this overall scheme, we find that BZs such as

diazepam prevent the analgesia produced in rats by 80 to 100 ines-

capable shocks, and so fear is critical here as well (Maier, 1990). As
you might expect, diazepam does not reduce the analgesia pro-

duced by fewer shocks. We have argued that analgesia in this in-

stance is determined by interactions between the physical stressor

and brainstem mechanisms, not by learning about uncontrollability.

Thus, once again fear and anxiety are implicated. Intense fear may
activate a brain opiate system that produces analgesia. In addition,

the LC sends neurons to the spinal cord, which may be involved in

producing analgesia at that level. There are enough connections be-

tween the systems we discussed earlier and pain mechanisms to

expect with some confidence that they are all related.
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TRANSMITTERS, NEUROMODULATORS, AND HORMONES

We have focused here on NE, GABA, and opioids because the evi-

dence for their involvement is extensive and because this focus al-

lowed us to make some general points. However, there is also good
evidence that learned helplessness entails acetylcholine, serotonin,

dopamine, and hormones such as adrenal corticosteroids. Experi-

ments indicate that these substances are differentially altered by
stressors that vary in their controllability, that pharmacological ma-
nipulation of these substances before exposure to uncontrollable

stressors alters the impact of the stressor on some behavior, and
that the behavior can be produced by the reverse pharmacological

manipulation.

What are we to make of this evidence for the potential involve-

ment of such an overwhelmingly large and diverse number of sys-

tems? This state of affairs is especially distressing for simplophiles

such as ourselves. It may be worthwhile to ask whether there might

not be a key player—some process, system, neurochemical, or brain

region, for example—from which all or many of the other changes

flow. Our ensuing discussion is purely speculative, but we feel it is

important to convey to you that simplification is, at least in princi-

ple, possible.

CORTICOTROPIN RELEASING HORMONE (CRH)

We start by asking whether there is anything that seems to inte-

grate the organism's complex array of physiological responses to

stressors. In other words, is there a set of physiological changes

produced by all challenges to the organism's well-being? This is how
stress has long been defined, as all the peripheral changes that pre-

pare the organism for "fight or flight" (Selye, 1956).

These changes have two basic components: activation of the

pituitary-adrenal axis and of the autonomic nervous system. Adren-

ocorticotropic hormone (ACTH) and other products (e.g., beta-endor-

phin) are released into the circulation from the anterior pituitary,

and ACTH stimulates the synthesis and release of glucocorticoids

such as Cortisol (in humans) or corticosterone (in rats) from the

adrenal cortex. Glucocorticoids have a variety of general metabolic

effects throughout the body and are thought to be the basis of many
of the body's adaptive responses to threat. Activation of the sym-

pathetic arm of the autonomic nervous system leads to the release

of the catecholamines epinephrine and norepinephrine into the cir-
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culation by the adrenal medulla, and norepinephrine from sympa-

thetic terminals that innervate a variety of organs. This produces

altered activity in many peripheral organs such as the heart and

blood vessels. The catecholamines released from the adrenal me-
dulla and specific sympathetic neural activity are responsible for the

increased heart rate and blood pressure that occur during stress.

How does the brain activate these changes? The pituitary gland

sits at the base of the brain and receives a blood supply from the

brain called the hypophysial (pituitary) portal blood system. This

blood supply comes from the median eminence of the hypothala-

mus, and it has long been known that the hypothalamus releases

some substance into the hypophysial portal blood system that in-

duces the synthesis and release of ACTH from the anterior pitui-

tary. This substance, called corticotropin releasing factor (CRF) or hor-

mone (CRH), is manufactured by cells in the paraventricular nucleus

(PVN) of the hypothalamus (Vale, Spiess, Rivier, & Rivier, 1981).

The regulation of ACTH release from the pituitary involves influ-

ences other than CRH, but it is fair to say that CRH is the dominant

controlling factor. This conclusion is supported by the finding that

antiserum to CRH almost completely blocks the pituitary-adrenal

response to stress (Rivier, Rivier, & Vale, 1982). So the brain acti-

vates the neuroendocrine pituitary-adrenal cascade by releasing CRH
from the PVN.
How about the activation of the sympathetic nervous system? Here

the situation is more complex, and there are multiple controls.

However, they are not unrelated to what we already know. First,

the PVN sends fibers directly to nuclei in the brainstem and spinal

cord that are involved in sympathetic nervous system regulation.

Some of these even come from the same region of the PVN where

CRH is produced and may contain CRH. Moreover, reciprocal pro-

jections exist between brainstem autonomic nuclei such as the nu-

cleus tractus solitarius and PVN CRH-containing cells (Cunningham
& Sawchenko, 1988). Nuclei such as the nucleus tractus solitarius

also receive input from visceral organs. The PVN and its CRH sys-

tem are well situated to be a major site of integration of visceral

input and output.

Consistent with the above argument, if very small amounts of

CRH are injected into the brain, a pattern of sympathetic nervous

system changes is produced that is highly similar to those produced

by stress (see Fisher, 1991, for a review). There is an increase in

plasma levels of epinephrine and norepinephrine, increased blood

pressure, and increased heart rate. Moreover, the details of how the
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cardiovascular changes are produced by CRH are quite similar to

how stress produces them. CRH shunts blood from the mesentery

to skeletal muscle and increases cardiac output (Fisher, 1991). The
effects of CRH that are produced by injecting it into the brain are

not mediated by leakage of the CRH into the periphery or by acti-

vation by the CRH of the pituitary-adrenal system. So intravenous

injections of antiserum to CRH do not alter the ability of CRH ad-

ministered into the brain to stimulate sympathetic activity (Brown

& Fisher, 1985). Anti-CRH serum administered peripherally neu-

tralizes all peripheral CRH, so any effect remaining must be cen-

trally mediated. And removal of the pituitary does not reduce the

effects of centrally administered CRH on sympathetic outflow (Fisher,

Jessen, & Brown, 1983).

Some of the impact of CRH on autonomic outflow from the brain

may be of extrahypothalamic origin. CRH-containing neurons

(Swanson, Sawchenko, Rivier, & Vale, 1983) and CRH receptors (De

Souza, 1987) are not restricted to the hypothalamus and occur in

numerous structures known to be involved in processes related both

to stress and to autonomic function. The amygdala (see below) may
be of special relevance here. It contains large amounts of CRH, and

its various projections provide multiple routes by which CRH can

produce its effects on autonomic function.

Not surprisingly, the role of CRH in mediating the behavioral

consequences of stressor exposure is less clear (see Cole & Koob,

1991, for a review). Administration of CRH directly into the brain

produces some behavioral changes that are reflective of anxiety and

are similar to behavioral changes produced by stressors (e.g., Brit-

ton, Koob, Rivier, & Vale, 1982), but it is unknown whether CRH
might produce helplessness effects. Moreover, administration of CRH
antagonists or antiserum to CRH can block some of the behavioral

effects of stressors such as restraint (Berridge & Dunn, 1987), but

whether helplessness effects are blocked is unknown.
But what of NE systems, the LC, the BZ/GABA complex, and so

on? Interestingly, CRH has known interactions with each of these.

LC neurons turn out to make contact with the terminals of CRH-
containing neurons, and CRH administration into the brain in-

creases both the activity of NE systems (Dunn & Berridge, 1987)

and the firing rate of LC neurons (Valentino, Foote, & Aston-Jones,

1983). Moreover, a number of stressors have been shown to pro-

duce increases in CRH concentration in the LC (Chappell et al.,

1986), and CRH antagonists reduce or prevent the increase in LC
firing rates produced by stressors (Valentino & Wehby, 1988). Clearly,



The Biology of Learned Helplessness 91

the impact of stressors on the activity of the NE LC system could

be mediated by CRH release at the LC.

Conversely, some of the behavioral effects of CRH could be me-

diated by its effects on NE systems. Some of the anxiogenic effects

of CRH are blocked by antagonists of NE receptors (Cole & Koob,

1988), and others are blocked by the BZ-receptor antagonist Rol5-

1788 (Britton, Lee, & Koob, 1988). CRH may therefore serve as an

initiating event that acts on other systems, which in turn mediate

behavioral and emotional outcomes such as fear and anxiety.

Our initial discussion of CRH focused on the PVN of the hypo-

thalamus. The PVN is in a good position to respond to visceral in-

puts and the like and to send messages regulating endocrine and

autonomic outflow. It is easy to see how it could be a site of inte-

gration for somatic inputs and outputs. However, it is difficult to

see how the PVN could be a site of integration for the more "cog-

nitive" or learned aspects of stressor phenomena. For example, how
could the PVN be directly sensitive to a dimension such as stressor

controllability? It is intriguing that the amygdala has proven to be a

major site containing CRH. The amygdala is a major component of

what is called the limbic system. This system provides a kind of

interface between the neocortex and regions within the brainstem

and spinal cord that control somatomotor, visceromotor, and neu-

roendocrine outflow from the brain. The amygdala has direct ana-

tomical connections with the neocortex on the one hand, and the

PVN and autonomic nuclei in the brainstem on the other.

The amygdala is considered a key region for mediating the expe-

rience and expression of fear and anxiety. Its stimulation produces

fearlike behavior as well as elevated plasma catecholamines and

glucocorticoids, whereas its destruction eliminates conditioned fear.

For example, destruction of the amygdala reduces the heart rate

increase that occurs to a tone that has been associated or paired

with shock, but it does not reduce the heart rate increase produced

by the shock itself (Iwata, LeDoux, Meeley, Arneric, & Reis, 1986).

In other words, the amygdala seems to be involved with condi-

tioned fear but not with the reflex response to shock.

The amygdala projects to many target regions, and these different

target regions might then be, in turn, responsible for the expression

of different aspects of fear (Gloor, 1978). It can be noted here that

there is a major CRH output system from the amygdala (Gray, 1989),

that the amygdala has a high density of BZ receptors (Niehoff &
Kuhar, 1983), and it has reciprocal connections with the LC and the

raphe nuclei. Moreover, as already stated, it communicates to the
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hypothalamus and brainstem and spinal cord autonomic nuclei. Fi-

nally, the amygdala projects to regions of the brain (the periaque-

ductal gray) that contain opiate receptors and endogenous opiates

and are involved in the descending control of pain.

The amygdala is in an excellent position to translate learned as-

pects of a stress experience into behavioral, endocrine, and auto-

nomic changes. Perhaps the hypothalamic areas respond directly to

visceral aspects of stressor exposure, thus controlling reflexive or

unconditioned responses to these stressors. And perhaps the amyg-

dala acts as an interface adding learned features such as controlla-

bility. Perhaps CRH systems are key early events in this process.

Maybe controllability has important effects on the loops we have

suggested. If so, the widespread changes produced by controllabil-

ity are no longer so surprising.

ISSUES OMITTED

This chapter has been highly selective, leaving many topics unmen-
tioned so far. We note in passing the most important of these.

Acute versus chronic exposure. All of the discussion in this chapter

has pertained to the effects of a single session of exposure to a stres-

sor differing in controllability. This follows from the existing re-

search literature. However, the stressors in real life are often chronic,

persisting for long periods of time or recurring frequently. It is

therefore reasonable to ask whether chronic or repeated exposures

to an uncontrollable stressor produce the same biological changes

as do acute exposures, and whether the same biological mecha-

nisms are responsible for any behavioral changes we may observe

after such chronic exposure.

As a general rule, biological systems undergo compensatory changes

when repeatedly challenged. That is, there are usually mechanisms

in place that can be recruited to oppose any alteration from baseline

or normal functioning that the perturbing factor might produce. For

example, we have already noted that inescapable shock increases

the utilization of NE in the brain to the degree that utilization out-

paces the synthesis of new NE, resulting in a net depletion. But if

the subject is exposed to repeated daily sessions of inescapable shock,

the shock no longer depletes NE (Weiss, Glazer, & Pohorecky, 1976).

Instead, the activity of the enzyme that limits the rate of synthesis

of NE (tyrosine hydroxylase) increases, so that now after chronic

exposure NE synthesis can keep up with its utilization. So one can
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expect that most, if not all, biological consequences of uncontrolla-

ble stressors will shift from acute to chronic exposure. So too will

some of the behavioral consequences.

Receptor function. Most of our discussion has focused on altera-

tions in neurotransmitters and hormones. However, these sub-

stances exert their effects by acting at receptors, both postsynaptic

and presynaptic. Receptors are not fixed and static entities but dy-

namic sites that change rapidly in response to fluctuations in the

neurotransmitters, modulators, and hormones to which they are

sensitive. Both the number of receptors expressed on the cell mem-
brane and the affinity of the receptor itself for the substances that

bind to it can change quickly (on the order of minutes), and these

changes can persist for relatively long periods of time (days, per-

haps weeks).

A single session of inescapable shock can produce receptor

changes. Weiss, Woodmansee, and Maier (1992) found that alpha-2

NE receptors in the LC are upregulated after a single session of

inescapable shock and that this change persists for at least 3 days.

The behavioral changes produced by uncontrollable stressors might

be a product of receptor changes rather than of alterations in neu-

rotransmitter function per se. Moreover, not only do receptor num-
bers and affinity change, but the coupling of the receptor to further

"downstream" processes in the neuron can also change. Thus, it is

even possible that receptor numbers and affinity do not change, but

the binding of the neurotransmitter to the receptor can have an al-

tered effect on the cell. Much of the "action" is probably occurring

at these levels.

Modulatory impact of organismic variables. There are a number of

characteristics of animals (including human beings) that determine

exactly how uncontrollable stressors impact on psychology and
physiology.

1. Individual differences. Not all animals exposed to an uncontrol-

lable stressor show learned helplessness effects. For example, only

about two-thirds of rats exposed to inescapable shock later show
poor escape learning. An important issue is whether one can iden-

tify factors that distinguish animals that are and are not susceptible

to these effects. One important factor seems to be dominance sta-

tus. The animal's preexisting tendency to be dominant can be used

to predict who will and who will not be susceptible. Surprisingly,

however, it is the submissive animals that are not susceptible

(Fleshner, Peterson, & Maier, 1992).
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2. Sex. The sex of the subject modulates the impact of the uncon-

trollable stressor, as does the hormonal status and estrous stage of

the female (Ryan & Maier, 1988).

3. Stage of life. Uncontrollable stressors may have different effects

at different stages of development. There may be times when the

impact is much more profound than at other times.

WHAT WE KNOW

A remarkable amount of knowledge concerning the biology of learned

helplessness has been produced in a short time. After all, the orig-

inal studies by Weiss of the neurochemical consequences of shock

controllability are only twenty years old. Many pieces of the puzzle

have been identified, and a conceptual outline is starting to emerge.

We know in some detail about the involvement of NE, the BZ/GABA
complex, and the endogenous opiates. The big picture seems to be

that animals (and presumably people) learn about the controllability

of aversive events they encounter and that this learning in turn al-

ters the amount of fear they experience. Feedback from the control-

ling response and its prediction of safety may be key here (Chapter

2). Learning that the stressor is uncontrollable may increase fear;

learning that the stressor is uncontrollable may reduce fear; or both

may be possible. The BZ/GABA system, CRH, and the amygdala

may be especially important in these processes.

We think these discoveries are noteworthy because all of the

"noncognitive" consequences of uncontrollable aversive events that

have so far been studied can be reduced or prevented by drugs that

act on the BZ/GABA system in such a way as to reduce fear. This

is not true of manipulations that alter other systems. These initial

changes in the BZ/GABA system then alter other systems (e.g., NE),

and all can produce behavioral changes. So a given behavioral con-

sequence of uncontrollability, such as decreased social interaction

or deficits in shuttlebox escape, could be produced by changes in

any or all of these systems.

However, cognitive changes can flow from what is learned about

the stressor rather than from these physiological changes, which

appear more related to the emotional and motivational impact of

the uncontrollable stressor. Of course, this learning must somehow
be represented in the chemical language of the brain, and this has

not yet been extensively investigated. As a summary statement con-

cerning what we know, we have identified some of the biological
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players in learned helplessness as well as started to map out which

behaviors relate to which players.

WHAT WE DON'T KNOW

To switch to another metaphor, we know some of the notes, but

we don't understand the symphony. How are the diverse biological

changes orchestrated through time? Do some occur first, others sec-

ond, others third, or are even more complex sequences involved?

Do the different alterations have different time courses of decay? Is

there an orchestra leader, and if so how does this leader work?

This process will not be an easy one to unravel. We doubt that a

single serial cascade is at work here. Multiple parallel cascades are

more likely. Any uncontrollable stressor is complex and multidi-

mensional, and its different dimensions may influence different sets

of neural systems. The analgesia produced by inescapable shock is

a good example. The shock stimulus itself, as a sensory event, di-

rectly drives circuitry in the brainstem and spinal cord that pro-

duces pain inhibition. This process occurs without the mediation of

cognitions and happens even if the animal is totally unconscious

and anesthetized. However, other circuitry higher in the brain is

responsive to what the animal learns about the shock it has received

and is not activated by the shock per se. Moreover, the two sets of

circuits are activated at different times and can interact with each

other in complex ways. Obviously, it is not difficult to discover if a

particular system (defined neurochemically or anatomically) is sen-

sitive to controllability. However, it will take a great deal of work
to figure out the structure of the symphony if our description of its

organization is generally correct.

Most of the research we have reviewed here used a single stres-

sor, electric shock. However, stressors differ in intensity and char-

acter. To what extent do different uncontrollable stressors produce

similar neurochemical changes? Conversely, different laboratories use

inescapable shocks with vastly different parameters. To what extent

are the results that emerge comparable?

There is also considerable uncertainty regarding the mapping of

this cascade of biological changes into behavior. There are many
biological changes and many behavioral phenomena that result from

exposure to uncontrollable stressors, but there has not been much
effort to determine which are responsible for which. It is quite pos-

sible that one of the biological changes, say depletion of NE in the

LC, is responsible for mediating one of the learned helplessness
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effects but not the others. All combinations of outcomes are pos-

sible. A given biological change could be responsible for many be-

haviors, a given change could be involved in some behaviors but

not others, a given behavior could be influenced by more than one

of the biological changes, and so on. There could be even greater

specificity. For example, the forebrain projection of the LC might be

involved in mediating attentional changes produced by uncontrol-

lable stressors, whereas the cerebellar projections of the same nu-

cleus might be responsible for motor changes. It will be a great chal-

lenge to unravel the connections and form a coherent map from

biology to behavior.

Not all behavioral consequences of stressors are sensitive to the

controllability of the stressor. For example, exposure to inescapable

shock leads to a massive reduction in the rafs daily running activity

(rats that have free access to a running wheel spend large amounts

of their active period running in the wheel). This can persist for

weeks (Desan, Silbert, & Maier, 1988). However, escapable shock

produces the same outcome. Thus, we do not know what makes a

behavior sensitive to stressor controllability.

Finally, much of the interest in the biology of learned helpless-

ness has been generated by an interest in helplessness as a model

of psychopathology, usually depression. Investigators have often

been interested in determining whether uncontrollable stressors

produce biological changes that resemble those hypothesized to un-

derlie depression, rather than in studying learned helplessness per

se. Does the biology of learned helplessness resemble the biology

of depression, or the biology of something else? To answer this

question, we must have a good knowledge of the biology of depres-

sion, yet this topic is far from complete and is itself controversial.

In Chapter 6, we discuss in detail the link between learned help-

lessness and depression. We close here with the comment that

learned helplessness may have as much to do with anxiety as

depression (see Willner, 1985, p. 408). At least on a biological level,

anxiety and depression appear to fall along the same continuum

and share a common substrate (Paul, 1988). Further work is needed

to see whether learned helplessness ideas can shed some light on
the relationship between anxiety and depression.

NOTES

1. You may remember during the Persian Gulf War that U.S. soldiers who
might have been exposed to nerve gas were given syringes containing Valium.
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This is because nerve gas kills by preventing inhibition in one's nervous sys-

tem. The person dies of convulsions. Valium, by increasing inhibition, coun-

teracts this process.

2. Cross-tolerance refers to a phenomenon in which repeated exposure to

one agent leads to the development of tolerance to a different agent. Two agents

that produce cross-tolerance must have a common site of action, and so cross-

tolerance with the opiate morphine was considered to be a criterion for whether

the other agent (the stressor in this case) involves action at an opiate site.

3. Clinical lore has long held that narcotics use reflects one's attempt to cope

with an uncontrollable world. Perhaps involved in this link is a heightened

sensitivity to these drugs.



Learned Helplessness in People

As we spelled out in Chapter 2, the controversy with regard to an-

imal helplessness revolves around the adequacy of the learned

helplessness model to explain the deficits produced in the labora-

tory by uncontrollability. In contrast, researchers investigating help-

lessness in people have proceeded differently, and controversy with

regard to human helplessness reflects different issues. Human help-

lessness research started with an explanation for why people show
deficits following uncontrollability: the cognitive account known as

the learned helplessness model. The task of the researcher has been

to produce in the laboratory the phenomenon explained by this

model.

Human helplessness research has thus developed differently than

the animal research, simply because the animal research came first.

The animal studies are a good example of inductive inquiry, whereas

the human studies have been a good example of deductive work.

Animal researchers began with some intriguing facts, and they pro-

posed a theory to account for them. In contrast, human investiga-

tors of helplessness began with some intriguing hypotheses, and
they gathered facts to test them.

The animal paradigm we described in Chapter 2 provided the

triadic design, operationalizations of uncontrollability and helpless-

ness, and an explanation for human deficits following uncontrolla-

ble events—all before these deficits had been documented. The first

studies of human helplessness assessed the adequacy of the animal

paradigm as it might be applied to people. Researchers soon discov-

ered that it did not provide the sophistication necessary to accom-

98
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modate the full reaction of people to uncontrollable events. The early

studies provided general support for learned helplessness in people

while at the same time producing anomalous facts that the model

could not explain. Subsequent researchers were forced into an in-

ductive tack to explain these anomalies and to integrate them with

those aspects of human helplessness that were accounted for by the

learned helplessness hypothesis.

In this chapter, we describe the early studies of human helpless-

ness. We do not hesitate to detail the quirks that emerged from this

research. We can afford to do so, because a way to explain many of

them eventually became apparent. In light of anomalous data, the

learned helplessness model as applied to people was revised, and

in the next chapter, we discuss this reformulated theory.

CRITERIA OF LEARNED HELPLESSNESS

As we explained in Chapter 1, learned helplessness has various

meanings, so identifying it among people may not always be sim-

ple. Thus, we begin by reviewing again the senses in which "learned

helplessness" is used. It may refer variously to deficits in thoughts,

feelings, and actions; to the operations that produce these deficits

(i.e., exposure to uncontrollable events); or to the cognitive account

of how the operations lead to the deficits. Adding to this richness

of meaning is the tendency of some theorists to use learned help-

lessness as a label for complex failures of adaptation to which the

laboratory phenomena may be analogous (Chapter 7).

We recognize all of these senses in which learned helplessness is

used. And we expect that different instances of helplessness may
vary in the degree to which they embody the notion. Good ex-

amples of learned helplessness are those that reflect several of the

meanings: deficits, cognitive mediation, and uncontrollable events

as an antecedent. Poor examples reflect only one of the aspects of

helplessness and thus demand caution when we speak about the

other aspects.

Most laboratory studies of human helplessness fall between the

"good" and the "poor" examples. Uncontrollability is typically

present, because this is under the control of the experimenter. And
as we discuss below, deficits are reliably produced by uncontrolla-

ble events. However, showing that the route from uncontrollability

to deficits entails the specific cognitive processes hypothesized by

the learned helplessness model has been the sticking point of this

research.
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OPERATIONALIZING LEARNED HELPLESSNESS
IN THE LABORATORY

As we already noted, the very first learned helplessness experi-

ments using human subjects were modeled closely on those using

animals. Subjects were exposed to aversive events, such as bursts

of loud noise, electric shocks, or difficult problems. A triadic design

was used. Subjects in the controllable condition had available to them

some response that would terminate the aversive event. Subjects in

the uncontrollable condition were exposed to these events but without

any control over their offset. (In some experiments, following the

example of animal research, subjects in the uncontrollable condition

were explicitly yoked to those in the controllable condition, receiv-

ing the identical amount of aversive stimulation experienced by these

subjects, with the critical difference, of course, that they had no
control. Other designs did not employ this elegant procedure.)

Completing the triadic design, subjects in the no-pretreatment com-

parison condition were exposed to no aversive events, controllable or

uncontrollable.

All subjects were then tested on some task reflecting one or more
of the disruptions attributed to learned helplessness. As in animals,

learned helplessness was inferred when the subjects in the uncon-

trollable condition showed difficulties on the test task relative to

those in the other two conditions. Numerous experiments with such

a design have been conducted (see reviews by Abramson, Selig-

man, & Teasdale, 1978; McFerran & Breen, 1979; Miller & Norman,
1979; Roth, 1980; Wortman & Brehm, 1975). Although not always

successful, many of them have found that people who experience

uncontrollable events in the laboratory show disruptions in their

subsequent thoughts, feelings, and actions.

An Illustrative Study

Let us consider a study reported by Hiroto and Seligman (1975),

which shows both what is reasonable about such operationaliza-

tions and what is questionable. To set the stage, appreciate that

when this study was conducted, only a handful of laboratory inves-

tigations of human helplessness had been reported in the literature

(e.g., Fosco & Geer, 1971; Hiroto, 1974; Roth & Bootzin, 1974;

Thornton & Jacobs, 1971, 1972). Without getting into details, suffice

it to say that many of these studies were methodologically suspect

(see the critique by Wortman & Brehm, 1975), and so the field as a



Learned Helplessness in People 101

whole was still unconvinced that there was a phenomenon among
people analogous to learned helplessness among animals.

Hiroto and Seligman (1975) called attention to the most important

aspect of helplessness, at least at that time, and that was the degree

to which helplessness "learned" in one situation generalized to dif-

ferent situations. There was no doubt that when a person experi-

enced uncontrollable events in one setting, he became passive and

listless in that setting (e.g., MacDonald, 1946). But such a phenom-
enon was readily explained in terms of environmentalist theories:

particular stimuli in that setting became associated with lack of con-

tingent reward, and as these continued to be encountered, the per-

son stopped responding as a result of mundane extinction. What
made the idea of learned helplessness intriguing was the suggestion

that the "expectancy of independence [between responses and out-

comes] is an internal state of the organism that is broadly trans-

ferred" (Hiroto & Seligman, 1975, p. 311). Said another way, learned

helplessness was presumably akin to a trait—stable and pervasive.

This had not been demonstrated satisfactorily with human subjects.

Hiroto and Seligman (1975) were struggling against the same pe-

ripheralist explanations against which animal researchers had to de-

fend their cognitive theory (Chapter 2). This explains why these

researchers designed their study as they did, explicitly varying the

pretreatment as well as the test task. Thus, the pretreatment task

was either: (a) an instrumental pretreatment, in which subjects were

called upon to press buttons to turn off a "slightly unpleasant" tone;

or (b) a cognitive pretreatment, in which subjects were asked to solve

a series of concept-identification problems, deciding which of var-

ious abstract stimuli exemplified the concept (e.g., "a big red square")

that the experimenter had in mind. And the test task was similarly

varied as either: (a) an instrumental test task, in which subjects had

to move a lever from side to side to escape or avoid a 90-decibel

tone judged to be "moderately aversive"; or (b) a cognitive test task,

which consisted of twenty anagrams (scrambled words), all with

the same pattern of solution.

The experiment varied all possible combinations of pretreatment

and test task within an overall triadic design: that is, controllable

pretreatment, uncontrollable pretreatment, and no-pretreatment

comparison. Comparison subjects listened to the unpleasant tones,

but not with the instruction that they might be able to control them;

or they looked at the concept-identification stimuli, but not with the

instruction that they try to solve them.

Hiroto and Seligman (1975) expected that subjects experiencing
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an uncontrollable pretreatment would show a decrement at the sim-

ilar test task (i.e., instrumental or cognitive) relative to the control-

lable pretreatment and comparison group. That much was already

established in the published literature. The more interesting ques-

tion was whether experience with an uncontrollable instrumental

task would produce deficits with a cognitive test and vice versa. If

comparable deficits were indeed produced, then the argument that

learned helplessness was an internal state of some generality, and

not simply a circumscribed response to certain environmental cues,

could be mounted.

This is exactly what the researchers found. On a variety of mea-

sures of test-task impairment—latency to solution, failures to solve,

number of trials to catch on to solution—uncontrollability produced

problems for the subjects, regardless of the type of test task. (There

was one exception: the cognitive-cognitive conditions did not yield

significant results, although they were in the expected direction.

However, this was not a critical comparison, because the pretreat-

ment and test task were the same.)

Using the jargon popular at the time, Hiroto and Seligman (1975)

concluded that "cross-modal helplessness" had been produced, ar-

guing against a peripheral interpretation of the results. They further

concluded that the phenomenon observed in their study was "di-

rectly parallel to learned helplessness [as produced] in dogs, cats,

and rats" (p. 325).

From the vantage of the 1990s, we no longer see these so-called

instrumental versus cognitive tasks as drastically different; both can

be readily described as abstract problems to be solved in the context

of a psychology experiment. But remember that in 1975, most psy-

chologists adhered to a very strict distinction between "behavior"

(involved in the instrumental tasks) and "cognition" (tapped in the

cognitive tasks), and thus the Hiroto and Seligman results were
striking. Indeed, psychologists today readily speak of all such lab-

oratory tasks in cognitive terms. This is due in no small part to

studies like this one, which showed that central processes are en-

tailed in all of them, regardless of their surface details.

In their discussion, Hiroto and Seligman (1975) defended the

helplessness interpretation of their results against peripheral alter-

natives, just as animal researchers were defending their results. Once
these were vanquished, all that remained standing was the cogni-

tive interpretation of the learned helplessness model. It won by de-

fault, because at the time there were no cognitive competitors. The
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rest of the story of human helplessness saw the debate move onto

cognitive grounds.

Few today believe that human helplessness might be produced

by peripheral mechanisms, such as incompatible motor movements.

Clearly something central is involved here, but its exact nature con-

tinues to be the subject of hot debate. Note that Hiroto and Selig-

man (1975) included no measures of the cognitive processes pre-

sumably mediating the effects they observed. They were content to

infer that subjects had acquired an expectancy of response-outcome

independence that generalized to other situations. "We suggest . . .

that learned helplessness may involve a 'trait-like' system of expec-

tancies that responding is futile" (p. 327).

The Context of Human Helplessness

Does the typical paradigm for human helplessness really capture

the phenomenon as helplessness theory demands? Let's consider

some of the criticisms of the methodology of this paradigm.

Unlike animal subjects in helplessness experiments, which are

taken from their home cage, placed in a restraining device, and

shocked—quite independently of anything they may or may not

do—the human subject must engage in a great deal of instrumental

behavior before being placed in a situation in which helplessness is

induced.

If this subject is a college sophomore participating in the help-

lessness experiment in order to fulfill the course requirements for

Introductory Psychology, consider all that she must do before being

exposed to uncontrollable events. She must:

• Register for the course.

• Find her way to the lecture.

• Attend to the professor who explains the participation require-

ment.

• Sign up for the helplessness experiment.

• Find her way to the right laboratory at the correct time.

• Conduct herself in a decorous manner so that the experimenter

does not dismiss her before the experiment begins.

• Read an informed consent form, which explains in more or less

detail the procedures of the experiment and the discomforts it

may entail.
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• Agree to participate.

• Understand the experimenter's instructions.

And only then can the helplessness experiment begin.

If uncontrollability is operationalized by uncontrollable events im-

posed on the subject, she need do nothing more at this time in

order to experience them. However, in many experiments, subjects

are required to make further responses in order to experience un-

controllability. In any of a number of studies, for example, uncon-

trollability is operationalized in terms of concept-identification prob-

lems, as we saw in the Hiroto and Seligman (1975) study we just

described. If the "right" or "wrong" feedback does not follow any

rule but instead a random schedule, their solution can be regarded

as uncontrollable.

Notice, however, that the subject must first do something—make
a choice—before she is given random feedback. Unlike animals ex-

posed to shock, or human subjects given bursts of noise through

headphones, the subject attempting to solve such discrimination

problems only experiences the uncontrollable feedback if she first

attempts to solve the problem.

In other words, the experience of uncontrollability is contingent

upon her behavior. We imagine that a subject who did not make
any choice whatsoever would thwart the entire experiment, and we
know of no instance in which this has actually occurred. Subjects

will make a choice. They may do so relentlessly, carelessly, or list-

lessly, but they will make a choice. They understand—despite any-

thing else that might be going on—that the experiment will not end

until they make the choice that is required of them.

Human helplessness experiments, particularly those that opera-

tionalize uncontrollability via unsolvable problems, are not strictly

parallel to the animal experiments. Right from the start, with the

very first attempts to demonstrate learned helplessness using hu-

man subjects, it should be clear that any helplessness produced

would be circumscribed. It should also be clear that human subjects

might attribute the uncontrollable events to a variety of actions on
their part: "if only I hadn't shown up for the experiment" ... "if

only I hadn't signed the consent form" . . . "if only I hadn't de-

cided to participate in experiments at all" . . . and so on.

Could a subject thinking along these lines ever arrive at a general

belief in response-outcome independence? Probably not. Once this

is acknowledged, we can skip to the second stage of human help-

lessness theorizing (Chapter 5); here it is explicitly recognized that
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human helplessness is not the same as animal helplessness because

it has boundary conditions determined by the person's interpreta-

tion of the setting in which she encounters uncontrollability.

We observe in Chapter 7 that there may exist out-of-the-labora-

tory instances of human helplessness in which the person believes

in complete response-outcome independence, as in reactions to vic-

timization. However, we further observe that it is no easy task to

demonstrate that these instances of profound helplessness are driven

mainly by cognitive factors. The role of trauma is difficult to ascer-

tain independently of the role of uncontrollability. We are not

particularly bothered by the circumscribed nature of human help-

lessness in the experimental laboratory. Many instances of out-of-

the-laboratory human helplessness are bounded as well. And it is

in the laboratory that we can best disentangle trauma and uncon-

trollability.

The Appropriate Comparison Group

In animal helplessness studies, it seems a simple matter to arrange

the appropriate controls. The triadic design can be implemented in

only one way. But it is not so simple with human subjects. Take in

particular the no-pretreatment comparison condition that we men-
tioned earlier. What should these subjects be doing to bolster the

argument that uncontrollability is responsible for deficits shown by

helpless subjects?

In the animal experiment, subjects are put through the identical

experience of their counterparts in the controllable and uncontrol-

lable conditions, except that they are not exposed to the aversive

events. In other words, they are removed from their cage, placed

in a restraining apparatus, and held for the amount of time it takes

to deliver shocks to subjects in the other two groups. They are then

returned to their home cage, to be tested 24 hours later.

What about the no-pretreatment condition with human subjects?

A variety of comparison groups have been used. In each case, one

can question just what it is that these groups control. The research-

er's intent is to hold all things constant except the experience of

controllable or uncontrollable events. Some investigators, like Hir-

oto and Seligman (1975), have dealt with this problem by allowing

subjects to examine or handle the pretreatment stimulus material.

They do so for however long the subjects in the other groups work
at the pretreatment problems.

While this procedure may hold certain experiences constant, it
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introduces a possible confound. What is a subject to think when he

is given what looks like a problem, but then is not asked to solve

it? Perhaps he will try to solve it anyway. Perhaps he will try to

memorize its details. Regardless, he will try to make sense of what

is going on. He may well end up confused, bored, or challenged,

and his intended purpose as a comparison subject is not served.

Other researchers give their no-pretreatment subjects filler tasks:

questionnaires to be completed, slides to be rated, and so on. A
third approach is to have the subjects sit and wait. And a fourth

way in which researchers implement the no-pretreatment corn-

parson condition simply starts with the test tasks. What can we
make of all this? We must take a broad view of these paradigms. Is

there convergence across the comparison groups? As it turns out,

the learned helplessness experiments conducted indeed show the

same results with different comparison groups.

A META-ANALYSIS OF HUMAN HELPLESSNESS STUDIES

Hundreds of human helplessness studies have been conducted over

the past two decades. It is a daunting task to bring some order to

their results, because they vary along all sorts of procedural dimen-

sions such as those discussed above. However, the answer to the

status of human helplessness lies in their entirety, not in one par-

ticular study or another. How can we draw some general conclu-

sions about this literature?

Meta-analysis provides one answer by treating the results of a

given study as data in their own right and then combining these in

a way that takes into account the power of designs as well as the

strength of obtained effects. Individual studies are treated as inde-

pendent observations and then combined to offer conclusions. Is

there an overall effect? And if so, what is its magnitude?

Villanova and Peterson (1991) undertook a meta-analysis of learned

helplessness experiments with human subjects. Studies were lo-

cated by computerized abstract searches; "Learned Helplessness" is

a key term in both Psychological Abstracts and Index Medicus, which
means that the searches were relatively thorough. References in these

articles were followed up in a second wave. We were interested in

studies that measured performance at a test task following a help-

lessness induction. Some studies use dependent measures other than

problem solving, and we mention these in a subsequent section,

but these are too few and varied to undertake a meaningful meta-

analysis. All studies used some version of the triadic design. Stud-
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ies were then selected for inclusion based on, first, their availability

in English and, second, their reporting of the statistics necessary for

a meta-analysis: specifically, sample size, means for different con-

ditions, and corresponding standard deviations. In all, 132 studies

were included in the meta-analysis, including thousands of differ-

ent subjects.

The overall conclusion from the meta-analysis is that indeed, peo-

ple's experience with uncontrollable events disrupts their perfor-

mance at test tasks, relative to both controllable conditions and no-

pretreatment comparison conditions. The magnitude of this effect

is what statisticians refer to as a moderate one. We should be ex-

plicit here that "moderate" in this sense does not mean trivial or

disappointing. The most robust results in the social sciences attain

only a moderate effect size, simply because human behavior has

numerous determinants, which means that the contribution of any

given cause—in this case, the experience of uncontrollability—is

necessarily bounded. Said another way, the learned helplessness

effect in people appears to be as robust as most findings in the

social sciences.

Further calculations by Villanova and Peterson suggested that the

effect in people may be even stronger than the analogous effect in

animals, and this conclusion bears underscoring. Animal helpless-

ness, because of its historical priority, is understandably used as the

benchmark against which to measure human helplessness. But many
who discuss helplessness in animals versus people go one step fur-

ther to argue that the effect in animals is strong whereas the effect

in people is probably more fragile and thus less impressive. Our
results imply that such conclusions are wrong. They probably stem

from the more dramatic descriptions of animal helplessness (not to

mention the intriguing ability of most people to empathize with the

plight of laboratory animals but not with that of other human beings).

But dramatic effects are not necessarily the same as robust ones.

Another aspect of the meta-analysis was an investigation of fac-

tors that might influence the magnitude of obtained helplessness

effects. Granted the overall effect, were some aspects of a study

more associated with larger effects than others? This is not a trivial

exercise, again because of the nature of the applications of helpless-

ness ideas. It is widely asserted that certain sorts of people are more
at risk for helplessness and that certain sorts of uncontrollable ex-

periences are more apt to produce disruption. But what do the basic

laboratory studies show about these assertions?

It was only possible to investigate factors that showed some var-
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iation across studies. If only a single study had a given wrinkle, it

was not meaningful to compare that study's effects against all oth-

ers. But Villanova and Peterson did identify a number of possible

moderators:

1. Status of the journal in which the article appeared (operation-

alized as refereed or not), under the assumption that "better"

journals would have "better" studies and hence pose a more

stringent test for the phenomenon

2. Sample characteristics: whether subjects were children, adoles-

cents, college students, or adults, and whether they were psy-

chiatric patients or not

3. Sex: whether subjects were males or females

4. Type of event in helplessness induction: positive versus nega-

tive versus neutral

5. Type of test task: anagrams, concept identification, button

pressing, or hand shuttlebox

6. Comparison group: yoked or not

7. Task importance: manipulated as important or not

None of these variables influenced the magnitude of helplessness effects.

Although "null" results—even from a meta-analysis—should be in-

terpreted cautiously, this finding may be as important as the fact

that a helplessness effect exists in the first place.

These results further attest to the robustness of human helpless-

ness. They also caution against glib conclusions about factors that

make helplessness among people more versus less likely. They ap-

pear to pale in comparison with the sheer fact of uncontrollability.

Our results also suggest that different types of people, at least as

studied in the 132 experiments, are not differentially susceptible to

laboratory helplessness. This is also an important implication, be-

cause we might wish, for example, to use helplessness ideas to ex-

plain the greater likelihood of women becoming depressed (Chapter

6). But the present results suggest that we cannot speak of women
showing a general vulnerability to helplessness. Helplessness may
produce the sex difference in depression, but not because of any-

thing that women bring to situations characterized by uncontrolla-

bility. The same is true for psychiatric patients, people of different

ages, and so on. If there is a group that shows more helplessness

outside the laboratory, perhaps it is simply because these people

have experienced more uncontrollability, as opposed to being dif-

ferentially sensitive to its effects.



Learned Helplessness in People 109

This point might help explain the largely contradictory literature

on the relationship of personality characteristics to laboratory help-

lessness. Any of a number of studies have been conducted that di-

vide subjects into two groups based on their responses to some
measure of an individual difference, such as locus of control or sex-

role orientation. Then these subjects are put through some variant

of a triadic design, with the hypothesis that the personality charac-

teristic will interact with uncontrollability to produce disruption.

Sometimes this happens, and sometimes it does not. Our sense is

that it usually does not.

There is a shortcoming of the research we have just reviewed.

These studies do not tease apart a cognitive impairment from a sheer

motivational one, because the studies as originally conducted did

not use procedures that distinguished these. We are left with the

conclusion that uncontrollability disrupts task performance, but we
cannot say with conviction that this is due to a disruption of prob-

lem-solving attempts (a motivational deficit) or an inability to see a

solution when it presents itself (a cognitive deficit). Studies like Hir-

oto and Seligman's (1975) have tried to disentangle these, using re-

sponse latency as a measure of motivation and the number of trials

to reach a solution as a measure of cognition, but it is difficult to

justify these as completely independent. Indeed, in the typical ex-

periment, they are highly correlated.

OTHER ASPECTS OF HUMAN HELPLESSNESS

Studies with animals find learned helplessness to be marked not

just by impaired problem solving but also by a host of other con-

sequences. What do the parallel studies with people show? By and
large, the pertinent investigations demonstrate that the impair-

ments associated with human helplessness in the laboratory are

analogous to those documented for animal helplessness.

Time Course

Like animal helplessness, human helplessness shows a time course.

In other words, the effect goes away with the passage of time. This

has not been extensively investigated, so the exact parameters of

the time course are not yet known. But we can still conclude with

certainty that human helplessness as induced in the laboratory

eventually wanes, even when the test task is highly similar to the

pretreatment situation (e.g., Young & Allin, 1986).
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Emotional Consequences

Relative to subjects not exposed to uncontrollable events, those who
have experience with uncontrollability report such negative emo-

tions as anxiety, depression, and anger (e.g., Breier et al., 1987;

Gatchel, Paulus, & Maples, 1975; Griffith, 1977; Smolen, 1978; Teas-

dale, 1978; Tuffin, Hesketh, & Podd, 1985). Some studies discern a

succession to these feelings, so that anger and anxiety appear first

in response to uncontrollability, eventually to give way to feelings

of depression as the extent of uncontrollable events increases (e.g.,

Pittman & Pittman, 1979, 1980). Mikulincer and Caspy (1986) found

that subjects who work at uncontrollable problems are apt to report

a subjective feeling of helplessness, which means that the helpless-

ness model has some descriptive validity.

Taken together, these negative feelings parallel the emotional dis-

ruption that has been observed in helpless animals (Chapter 2). What
is not clear is whether this disruption deserves to be characterized

as a deficit, as it sometimes is described among animals. Anxiety

and depression are active emotions in their own right, not simply

the absence of feelings as the term '

'deficit" implies. Humans made
helpless in the laboratory are not emotionally stuporous but rather

dysphoric.

Reduction of Aggression

Animals made helpless by uncontrollable events become less ag-

gressive, and there are some hints from a handful of studies with

people that the same consequence occurs among them as well (e.g.,

Dengerink & Myers, 1977; Sherrod, Moore, & Underwood, 1979).

One interesting wrinkle on this conclusion is that Trice (1982) found

that following uncontrollability, subjects increased their liking for

hostile humor, while showing a decrease in their liking for innocent

humor. Preference for tendentious humor has long been interpreted

as vicarious satisfaction of aggressive drives (Freud, 1905), so per-

haps this finding means that uncontrollability drives aggression un-

derground, or at least into symbolic realms. One imagines, though,

that if pushed to an extreme, uncontrollability would deaden all

responses to humor, granted the incompatibility between negative

emotions and the ability to appreciate humor.
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Physiological Consequences

Uncontrollability among animals produces a host of somatic effects

(Chapter 3), and some researchers have explored the physiological

correlates of helplessness among people. The establishment of a

parallel between animal and human studies is hampered by the fact

that researchers have looked at different physiological indices among
animals versus people. Human subjects cannot be "sacrificed" and

subjected to fine-grained biochemical analyses. As a consequence,

what we know about the physiology of human helplessness is lim-

ited to surface measures of galvanic skin response, heart rate, and

the like.

So, we know that helplessness in people is associated with lower

tonic skin conductance levels, smaller phasic skin conductance re-

sponses, higher levels of plasma adrenocorticotropic hormone, and

more spontaneous electrodermal activity (e.g., Breier et al., 1987;

Gatchel & Proctor, 1976). These characteristics are usually inter-

preted in terms of increased arousal, implying a parallel with the

increased fear and anxiety that accompany learned helplessness in

animals (Chapter 3).

Immunization and Therapy

Two other aspects of animal helplessness also have good parallels

in the human research. People can be "immunized" against the ef-

fects of uncontrollable events by providing them with previous ex-

perience with controllability (e.g., Altmaier & Happ, 1985; Dyck &
Breen, 1978; Eckelman & Dyck, 1979; Hirt & Genshaft, 1981; Jones,

Nation, & Massad, 1977; Prindaville & Stein, 1978; Thornton &
Powell, 1974).

And people made helpless by uncontrollable events in the labo-

ratory can have their deficits reversed by various modes of "ther-

apy" that encourage people to see connections between their re-

sponses and outcomes (Klein & Seligman, 1976). In animals, therapy

took the form of dragging the helpless animal back and forth across

the shuttlebox until it noticed the contingency between movement
and shock termination (Chapter 2). In people, "therapy" need not

be so literal but rather can be done more abstractly, by instructing

people in the fact of contingency (Thornton & Powell, 1974), bol-

stering their self-esteem (Orbach & Hadas, 1982), improving their

mood (Kilpatrick-Tabak & Roth, 1978; Raps, Reinhard, & Seligman,
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1980), encouraging different explanations for their initial failure (Miller

& Norman, 1981), and the like.

As we have concluded already about problem-solving deficits

produced by uncontrollability, these studies are entirely consistent

with the predictions of the helplessness model, but they do not show

that deficits are produced by the exact cognitive mechanisms spec-

ified by the helplessness model. In other words, immunization and

therapy effects could be produced by any of a number of mecha-

nisms, which may or may not involve contingency perceptions and

expectations.

Vicarious Helplessness

There are several aspects of human helplessness that have no coun-

terpart among animals, and one of the most intriguing of these is

that people can learn to be helpless through the observation of an-

other person encountering uncontrollable events (Brown & Inouye,

1978). This is merely a special case of so-called vicarious learning,

or modeling (Bandura, 1986), yet it is a finding of considerable in-

terest. For one thing, if theorists needed yet another reason to sus-

pect that learned helplessness was not simply a peripheral phenom-
enon, then the fact of vicarious helplessness provides it. Vicarious

learning can only take place in a central—cognitive—fashion. In ad-

dition, vicarious helplessness greatly extends the range of topics

outside the laboratory to which helplessness ideas might apply. An
individual need not directly experience uncontrollable events in or-

der to become helpless; it may be sufficient to see their effects on
others. With the advent of the global television community, we can

argue that more people are exposed to more uncontrollability than

ever before in history (Chapter 7).

Group Helplessness

Another aspect of human helplessness with no parallel among ani-

mals is the demonstration by Simkin, Lederer, and Seligman (1983)

that small groups can be made helpless by asking the group as a

whole to work at unsolvable problems. On later tasks, the group as

a whole acts in a helpless fashion, failing to solve problems readily

mastered by other groups not previously exposed to uncontrollabil-

ity. Interestingly, this group-level helplessness is not strictly a func-

tion of the helplessness of the individual members. In other words,

helpless groups are not necessarily composed of those who act
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helplessly on individual tasks; those who act helplessly on individ-

ual tasks do not necessarily make for a helpless group.

Helplessness at a group level has the same important implications

as vicarious helplessness. It challenges the notion that helplessness

is somehow produced by trauma per se. And it greatly extends the

range of topics to which helplessness ideas might apply. Might we
be able to speak of complex organizations or even whole cultures

and societies as helpless?

THE GENERALITY OF LEARNED HELPLESSNESS
AMONG PEOPLE

The Hiroto and Seligman (1975) study we discussed earlier made
the bold statement that induced helplessness was traitlike, and within

the confines of the study, this conclusion was justified. In terms of

arguing against a peripheral interpretation of human helplessness,

this study was successful in making its case. But as we have earlier

argued, just on the face of it we know that human helplessness as

produced in the experimental laboratory cannot be completely gen-

eral. It must have limits across time and situation.

Some studies showed exactly this. For example, Cole and Coyne

(1977) found that helplessness induced in one situation did not gen-

eralize to all other possible situations (see also Douglas & Anisman,

1975). And we have already noted that human helplessness has a

time course, present immediately after an experience with uncon-

trollability but not when the subject is tested hours or days later.

Granted that human helplessness is bounded in time and space,

is there any way to determine the boundary conditions? Research-

ers have looked at various potential influences and most frequently

settled on how the helpless subject interprets the causes of the orig-

inal uncontrollable events. This interest in causal attributions was
consistent with larger trends in psychology that emphasized them,

as we explain in Chapter 5. They fit with the view of the person as

a rational being, acting in accord with his or her interpretation of

the world. If someone thinks that uncontrollability was produced

by highly general causes, these causes—logically—will be present

in other times and places, and so too will the uncontrollability. Hence

helplessness should be general. And if uncontrollability is produced

by circumscribed causes, then there is no justification for believing

that it will again be present, and helplessness should be bounded.

A number of studies have supported this interpretation, showing
that when subjects are induced in a helpless experiment to explain
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uncontrollable events in one way or another, the generality of the

induced deficits sensibly is influenced by the attribution the subject

entertains. So when subjects make stable explanations for labora-

tory failure, their subsequent disruption lasts longer than when they

make unstable explanations (e.g., Brewin & Shapiro, 1985; Mikulin-

cer, 1988b; Weiner, 1979). Analogously, subjects who are encour-

aged to make global explanations for failure show more widespread

deficits at test tasks than subjects who make specific ones (e.g.,

Mikulincer, 1986; Mikulincer & Nizan, 1988; Pasahow, 1980). Such

studies provide the impetus for the attributional reformulation of

the helplessness model, which we take up in detail in the next

chapter.

For now, let us note that these studies take the cognitive inter-

pretation of human helplessness even further. They help to end any

controversy about the production of human helplessness by periph-

eral mechanisms. The issue becomes whether human helplessness

is produced by the cognitions suggested by the helplessness model

or by other ones.

COGNITION AND SELF-REPORT

Animal researchers sometimes envy their colleagues who study

people, at least when the topics of concern are cognitive factors. As
detailed in Chapter 2, one must use ingenious procedures to infer

what animals might be thinking. With human subjects, cognitive

research seems so much easier. One can simply ask people what

they are thinking.

Yet human researchers have learned the hard lesson that nothing

is simple when it comes to studying cognitive theories like the learned

helplessness model. Of course, one can ask subjects if they feel

helpless, if they believe that responses and outcomes are unrelated,

or if they expect future events to elude their control. Many re-

searchers have done exactly this.

The problem is that results prove inconsistent (see Alloy, 1982b;

Coyne & Gotlib, 1983; Tennen, 1982). Some studies indeed find that

reports of certain thoughts and beliefs accompany deficits following

uncontrollability, exactly as the learned helplessness model pro-

poses. But other studies find deficits in the apparent absence of

these thoughts and beliefs. At least part of the reason for inconsis-

tent reports about "cognition" in human helplessness lies in the

procedure of simply asking subjects what they are thinking.

A curious state of affairs results from this procedure. Depending
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on the researcher's particular bias, self-report data are either ac-

cepted or dismissed, according to what they seem to imply about

cognition in learned helplessness. There is nothing malicious in this

tendency, but neither is it good science. We have been guilty of it

ourselves, and so have other researchers in the helplessness tradi-

tion—advocates and critics alike.

Self-report data are obviously nonfalsifiable if one stresses their

strength when they support one's preconceptions but their weak-

ness otherwise. Needed is an a priori statement about the pros and

cons of self-report data in learned helplessness research. Then stud-

ies can proceed.

Here are some general statements about the role of self-report in

learned helplessness investigations. We hope that other researchers

will agree with our points. Regardless, we urge all to examine their

particular beliefs about how best to study the cognitive factors as-

sociated with responses to uncontrollable events.

1 . The cognitive variables of concern to the helplessness model are theo-

retical constructs, not actual things. The distinction drawn by Mac-

Corquodale and Meehl (1948) between variables regarded as merely

theoretical versus those regarded as real helps the researcher un-

derstand how to use self-report data to evaluate helplessness pre-

dictions. We suggest that notions like expectations reside more in

our theories than literally in our subjects; accordingly, they are a

way for us to make sense of what the subjects do. There are prec-

edents for this in the other sciences: consider gravity, heredity, and
the atom as purely theoretical constructs.

The methodological implication of regarding helplessness con-

structs as hypothetical abstractions is that their meaning is not ex-

hausted by any single operation. And this of course includes self-

report. Instead, a variety of operations bear on our judgment that a

particular construct should be invoked. One should not make the

mistake of regarding any one of these—or even their aggregate—as

the construct itself.

Self-report is one way to assess cognition, but it is not the only

way. By this logic, other measures are also pertinent. A person's

listless performance at a test task may be the basis for inferring that

she believes the solution to be beyond her control. Or it may not

be, because no measure bears a one-to-one relationship with a the-

oretical construct. Certainly it would be circular to use listless be-

havior as the sole evidence for cognitive variables hypothesized to

produce the listlessness.

It is incumbent upon the researcher to use several measures, of
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which self-report is but one, and look for what the patterns of these

measures convey. And the researcher needs to recognize that a given

measure may not be appropriate or optimal for capturing certain

constructs. In sum, the task of the human researcher is really the

same as the task of the animal researcher, despite the fact that hu-

man subjects can talk and complete questionnaires.

2. Content variables are more sensitive to study with self-report than

process variables. The learned helplessness account of responses to

uncontrollable events is phrased in cognitive terms. A rough dis-

tinction within the general realm of cognitive language is between

cognitive content and cognitive process (Scott, Osgood, & Peterson, 1979).

Cognitive content refers to particular thoughts, beliefs, and expec-

tations, whereas cognitive process refers to particular sequences

leading to and from the various contents. The learned helplessness

model assigns importance to the expectation
—

"Future events will

be uncontrollable"—and to the process that brings about this expec-

tation: uncontrollable events —> perception of response-outcome in-

dependence -> expectation of future uncontrollability.

The content-process distinction implies that subjects can report

with more validity on content than on process. I know that I love

you and can tell you so, but I do not really know why. When I

count the reasons, I am probably not telling you how I fell in love.

Nisbett and Wilson (1977) compellingly argue that subjects in psy-

chology experiments will answer questions posed to them about

process, but in so doing, they "tell more than they know" because

they do not have access to mechanisms. Researchers who put an

explanatory burden on these answers will be disappointed.

This happens frequently in learned helplessness research, al-

though it may be difficult to recognize because questions about pro-

cess may masquerade as questions about content. For example, a

subject given unsolvable concept-identification problems who then

works somewhat unsuccessfully at a series of solvable anagrams

may be asked to indicate on a 7-point scale the degree to which he

believed that solutions to the concept-identification problems were

beyond his control. He circles the "7," indicating that he believes

them to be uncontrollable.

We would not argue with the researcher who regards this self-

report as a valid indicator of what the subject believes at the

moment he answered the question. But many researchers take a

further step with this datum. They may argue from it that the per-

ception of uncontrollability mediates his poor performance at the an-
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agram problem. In other words, they assume that the subject's self-

report is an indicator of process. And this is not justified.

Self-report can provide important information about some cogni-

tive processes, but the study must be designed appropriately. In the

preceding example, had the researcher asked the subject about his

belief in the uncontrollability of the concept-identification problems

in the course of his attempts to solve them, then it would be much
more plausible to make an inference about the mediating role of

this belief. A critical factor here is the timing of this question (cf.

Tiggemann & Winefield, 1987). Investigations of process often de-

mand that measures be made across time, not simply at the end of

the process.

Fiske and Taylor (1984, chap. 10) make precisely this point in their

general discussion of how to study cognitive processes. In what are

called process-tracing measures, assessments are made of hypothe-

sized mechanisms across time, stopping the putative sequence at dif-

ferent points to assess cognitive content and then using these as-

sessments to infer cognitive process.

Learned helplessness research with human subjects has not fre-

quently used this procedure, although it is superior to the strategy

of assessing all cognitive factors at the end of the experiment. The
reason is one of simple economy. The ideal strategy of interrupting

subjects at different stages in the induction of learned helplessness

requires a separate group of subjects for every interruption. The
learned helplessness model is straightforward, but it does posit a

number of discrete stages. No study has simultaneously studied hu-

man helplessness at each of these, which may seem incredible

granted the literally hundreds of human helplessness studies. But

each particular study is conducted under restraints, and researchers

invariably take shortcuts.

Performance deficits following uncontrollable events are the most

striking aspect of the learned helplessness phenomenon, and inves-

tigators therefore design their studies to highlight these deficits. It

is unfortunate that the cognitive processes that give rise to these

deficits are therefore accorded secondary status and not investi-

gated in the most rigorous way. In this chapter, we discuss only a

small minority of specific learned helplessness investigations, be-

cause so many studies shed no light on why uncontrollable events

disrupt a person's performance. That they have this effect was es-

tablished early in the 1970s. Why they do so is still not clear in the

1990s.
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3. Cognitive content cannot be studied without using terms meaningful

to the subject. Learned helplessness theory borrows a number of terms

from ordinary language to explain the process by which uncontrol-

lable events are disruptive: expectation, attribution, controllable,

uncontrollable, even helplessness itself. These terms have been

carefully defined within helplessness theory. For example, Selig-

man (1975) devoted fully twelve pages of his book Helplessness to

defining controllability, and we have probably used up even more

pages in this book in defining our terms.

However, in a typical helplessness experiment, subjects are asked

to respond to questions using these terms without the accompanying

definitions. We assume that the technical definitions are somewhat

at odds with the ordinary language use of these terms, or else we
would not spend so much time explaining what they mean. But

isn't it ironic that we somehow assume that subjects will know what

we mean when we ask them in the course of a helplessness exper-

iment how much "control" they perceive over particular events?

Let us consider as an example a study reported by Oakes and

Curtis (1982, experiment 1), in which subjects participated in 100

trials of a target-shooting task. Those in the contingent groups had

their successes or failures accurately identified by the sounding of a

tone; those in the noncontingent groups were yoked to subjects in

the contingent groups—that is, they heard a predetermined pattern

of tones regardless of their actual performance. All subjects were

then administered solvable anagrams.

Following the anagram test task, subjects completed a ques-

tionnaire that tried to ascertain their thoughts during the target-

shooting task by asking them to indicate:

1. To what extent did you believe you could be successful? (1-7

scale)

2. To what extent did you believe the task of hitting the bullseye

could or could not be done? (1-7 scale)

3. To what extent do you feel each of the factors listed below was
responsible for determining your success or failure? Please give

your estimates in percentages of the total responsibility attrib-

utable to each factor. (Listed were difficulty level of task, your

own effort, chance or luck, and experimenter control.)

Someone familiar with the learned helplessness literature has no
difficulty understanding what these questions intend to operation-
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alize. But given that they were answered by introductory psychol-

ogy students, are these good operationalizations?

According to Oakes and Curtis (1982), Question 1 assessed "feel-

ings of helplessness" (p. 396). But this is reasonable only if people's

expectations of success are identical to their expectations of

response-outcome contingency, and they certainly are not. Thus,

someone may expect to do well because the experimenter looks le-

nient.

Question 2 supposedly measured "awareness of noncontingency"

(p. 395). This operationalization is a better one, on the face of it,

but we can still be skeptical and speculate that perhaps subjects

believed that the task could be done successfully by someone with

military training but not by themselves. How then should they an-

swer this question? They might say that the task was able to be

done, but this does not reflect their belief that the task was noncon-

tingent on their own behavior.

Question 3 also was intended to reflect "awareness of noncontin-

gency" by the amount of responsibility attributed to experimenter

control (p. 395). This interpretation does not follow at all. Why does

attribution to task difficulty not get at noncontingency? This seems

to be how Question 2 operationalizes the notion. And why does

attribution to effort not get at noncontingency? And why do sub-

jects not have the option of saying that the response needed to suc-

ceed is not in their repertoire?

Our point is not to single out this particular study for criticism so

much as to illustrate the difficulty that any researchers face in trying

to measure the cognitions mediating learned helplessness. Indeed,

quite a controversy exists within experimental psychology regard-

ing the understanding that people have of such concepts as corre-

lation and contingency. Our reading of this controversy shows that

people's behavior is sensitive to even subtle variations in the statis-

tical structure of events. At the same time, though, they are clueless

regarding the abstract meanings of statistical notions. (Anyone who
has ever taught elementary statistics to college students will confirm

this conclusion.)

Researchers must not expect a subject's self-report to be already

phrased in theoretical language. Subjects may use words quite dif-

ferently than do learned helplessness theorists. For example, in a

study conducted by Peterson (1991), subjects described bad events

that had occurred to them and rated them in terms of their uncon-

trollability and their likelihood of future recurrence. According to

theory, these ratings should be at least somewhat redundant, in
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that "uncontrollable" events by definition are apt to recur no matter

what steps the person takes. But results showed them to be com-

pletely independent. "Uncontrollable" events were not necessarily

regarded as likely to recur, nor vice versa.

The meanings assigned by everyday subjects to our theoretical

constructs must be recognized as possibly idiosyncratic. "Control"

or "success" as used by research subjects may tap into notions of

contingency, but they may just as plausibly reflect intentionality and

morality. Stated another way, researchers and subjects should be

using the same terms. In the typical learned helplessness experi-

ment, insufficient attention is paid to meeting this requirement.

4. Alternative explanations should be played off against each other as

well as against the null hypothesis. The learned helplessness hypothe-

sis describes sufficient conditions for maladaptive passivity. It does

not make any claims that the process it describes is a necessary con-

dition. There is considerable irony, therefore, that many supposed

challenges to the helplessness model proceed by demonstrating that

helplessness may be brought about by processes different from those

posited by the helplessness model. Researchers then conclude that

the model is wrong.

Such demonstrations may be valuable in their own right, but they

have no direct pertinence to learned helplessness because they rest

on faulty logic. The way to falsify a theory phrased in terms of suf-

ficient conditions is to show that these conditions do not produce

the hypothesized result. One cannot do so by showing that other

conditions do produce the result.

We are quite willing to believe that the helplessness account of

deficits following uncontrollability is wrong—indeed, our present

conclusion is that the status of this hypothesis remains unclear. But

the most compelling way to argue for its wrongness is by playing

off rival hypotheses: the learned helplessness model versus some
other account that makes an opposite prediction. In the remainder

of this chapter, we describe and evaluate some of these other hy-r

potheses.

OTHER EXPLANATIONS

We turn now to explanations of how people respond to uncontrol-

lable events that differ from the learned helplessness account. As
we have already emphasized, these tend to focus on alternative me-
diators of the debilitating effects of uncontrollability. The status of

these alternatives is as unclear as the status of the helplessness model
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itself, because of the aforementioned difficulties in establishing the

right way to go about ascertaining cognitive constructs.

Reactance

Learned helplessness researchers were not the first investigators to

put people in situations that frustrated their attempts to solve prob-

lems. A long tradition of studies of this type exists, and here we
see the construct ostensibly being investigated identified as frustra-

tion, failure, threat, partial reinforcement, or stress. In the 1960s,

one more version of such investigations was popular under the ru-

bric of psychological reactance. According to this idea, in situations in

which their choices or freedoms are threatened, people respond by

an increase in their motivation to restore that freedom or choice

(Brehm, 1966, 1972). This motivational state is called reactance.

Reactance has typically been investigated by imposing outcomes

on people rather than letting them choose from among alternatives,

or by removing a choice from them. Influencing the magnitude of

aroused reactance are such factors as:

• one's initial expectation of freedom;

• the strength of the threat;

• the importance of the threatened freedom; and
• the implication that the threat carries for other freedoms.

Among the consequences of reactance are an exaggeration of the

attractiveness of the denied choice and—important for our purpose

here—increased efforts to attain or participate in the threatened or

eliminated behavior.

Reactance makes contact with the learned helplessness paradigm

because uncontrollable events may arouse it. When control is ex-

pected and valued, then its removal, as it were, should threaten the

person and arouse his motivation to restore the freedom, to regain

control. Reactance theory thus makes a prediction diametrically op-

posed to that of the helplessness model, namely that uncontrollable

events should lead to increased motivation to solve problems.

We have already noted that ample evidence suggests that uncon-

trollability leads to impaired problem solving, so it is clear that re-

actance theory does not replace helplessness theory. However, in

some studies reactance effects, rather than helplessness effects, are

produced by uncontrollability, which means that depending on the

circumstances, one or the other may take place.
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Wortman and Brehm (1975) argued that both theories can be true,

that one's response to uncontrollability is reactance or helplessness

depending on the amount of experience one has with uncontrolla-

bility. When one first encounters uncontrollable events, he experi-

ences reactance, which shows itself as his enhanced efforts to solve

problems. As his experience with uncontrollability continues, even-

tually his reactance motivation dissipates, and he becomes helpless,

evidencing the familiar impairment of problem solving. The exact

point at which reactance gives way to helplessness varies; one of

the influences is the importance of the threatened freedom. More
important tasks are more likely to give rise to longer periods of re-

actance.

The reactance-helplessness integration has several virtues. It is

consistent with common sense. Imagine a vending machine that

seems not to work. Our first reaction to the "uncontrollability" of

the device is to keep pushing its buttons. We may do so with great

vigor, particularly if we really want a candy bar. Sooner or later,

though, our continued failure produces a lack of motivation to keep

trying. We become helpless.

Wortman and Brehm (1975) suggested that their proposed inte-

gration explains immunization effects by giving the individual the

expectation of freedom and hence sustaining reactance motivation

when this is threatened. This seems less circuitous an interpretation

of immunization than that favored by the helplessness model, which

holds that an expectation of response-outcome contingency some-

how "interferes" with recognizing its lack. The mechanism of this

interference is never really specified, and one would think that the

person or animal, simply by living in the world, should always ex-

pect response-outcome contingency, which means that helplessness

effects should not be produced as readily as they are.

The integrative model also expects that helplessness effects should

be somewhat bounded, which, as we have seen, is not readily ex-

plained by the helplessness model. Uncontrollable events, whether

they produce reactance or helplessness, should foreshadow similar

reactions in other domains of life only to the degree that the indi-

vidual sees the new tasks as similar to the old ones. Here we are

led again to the importance of taking into account how the individ-

ual interprets the original situation.

Let us turn from the theoretical virtues of this theory to the evi-

dence that bears on it. Some studies show the hypothesized tem-

poral pattern. We earlier mentioned studies of the emotional con-

sequences of experience with uncontrollability, and when these have
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taken a look at the sequence in which negative emotions emerge,

anxiety and anger precede depression and feelings of helplessness

(Pittman & Pittman, 1979, 1980). This is exactly what we would ex-

pect if reactance were aroused prior to the development of helpless-

ness.

And when the amount of experience with uncontrollable events

is systematically varied, some studies have found that less experi-

ence with uncontrollability leads to a facilitation of problem solving

at the test task, whereas more experience with uncontrollability leads

to impairment (e.g., Mikulincer, 1988a; Mikulincer, Kedem, & Zilkha-

Segal, 1989; Winefield & Jardine, 1982). Manipulations of the im-

portance of the situation to the person are more likely to result in

facilitated performance (e.g., Roth & Kubal, 1975). That is, helpless-

ness develops more readily when the tasks involved are not impor-

tant to the individual.

But the reactance-helplessness integration also has several draw-

backs. It is not clear just where to expect the line between reactance

and helplessness. Uncontrollable events, even of the most minimal

degree, tend to produce helplessness rather than reactance, as we
noted in reporting the results of the meta-analysis. Perhaps what is

needed is a systematic study of the parameters of the pretreatment,

but few researchers have had the patience to do this. As it stands

now, it is difficult to predict just when reactance will appear in a

helplessness experiment.

Perhaps the problem is that many laboratory tasks are unimpor-

tant to the subjects, which means they readily relinquish their at-

tempts to restore the threatened freedom. This is not a problem

with the model, but neither does it mean that we have to take Wort-

man and Brehm's theory too seriously in accounting for human
helplessness as produced in the laboratory. It may simply apply to

an occasional laboratory curiosity. Is their theory more relevant out-

side the laboratory, where tasks are more important? Presumably,

but again, the evidence seems pretty convincing that uncontrolla-

bility, across a wide range of degrees, is debilitating, not facilitating.

Another criticism of the integrative model is that it is irrelevant

in understanding our responses to uncontrollability. Perhaps react-

ance is an immediate reaction to our thwarted attempts to solve

problems, but not to events we perceive as uncontrollable. Contrast

the subject who says "I am not yet solving this problem'' with the

one who says "This problem is unsolvable." The first subject will

show reactance, presumably, and the latter will show helplessness.

But it is only the second subject who is reacting to uncontrollability
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(as she sees things). Said another way, reactance may be the moti-

vational state that accompanies the learning of response-outcome

contingencies; once the individual learns that responses and out-

comes are unrelated, the processes identified by the helplessness

model come into play.

Hypothesis Testing

Another alternative to the helplessness model's account of impair-

ment following uncontrollable events was proposed independently

by Levine, Rotkin, Jankovic, and Pitchford (1977) and Peterson (1976,

1978, 1980). Their suggestions took off from Levine's (1971) concept-

identification theory. This was a natural point of examination be-

cause the concept-identification problems originally developed by

Levine to test his theory have been frequently used by helplessness

investigators, such as Hiroto and Seligman (1975), to induce help-

lessness.

As we earlier described, these problems present subjects with ab-

stract stimuli that vary along several dimensions, such as shape,

size, or color. The subject is shown a series of these stimuli and in

each case is asked to indicate whether or not it is an instance of the

concept to be acquired. Obviously on the first few trials the subject

has no idea and can only guess. But the "right" or "wrong" feed-

back provides useful information that the individual uses in making

his subsequent responses until eventually the concept is acquired.

A subject might be shown a large yellow square, for example,

and he guesses that it is an instance of the concept. He is told that

he is correct, and then on the next trial when he is shown a small

yellow square, he again says yes, but this time he is told that he is

wrong. Several simple possibilities for the concept in question can

now be ruled out—for example, the concept is not all yellow stim-

uli, and it is not all squares. Perhaps it is all large stimuli as op-

posed to small ones. Because these stimuli vary along a finite num-
ber of dimensions, the subject eventually acquires the concept,

although of course the ease or difficulty of doing so depends on
how complex the concept indeed is.

So what happens when the right or wrong feedback is random

—

given independently of what the subject says? The problem is un-

solvable, and following attempts to solve such insolvable problems,

the individual will reliably show impairment at other problems, even

when these admit to a solution. What transpires in between? The
helplessness model proposes that the subject somehow abstracts a
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belief in response-outcome independence and then generalizes this

expectancy of helplessness to the new situation, where it produces

difficulties for him.

But Levine's concept-identification theory suggests another pro-

cess. According to Levine, people solve problems like this—indeed,

any problem—by starting with a set of admissible solutions. This

set of solutions may be provided by explicit instructions
—

"the so-

lution has something to do with the stimulus patterns"—or it may
be inferred from the problem itself. Subjects actively entertain a par-

ticular hypothesis about the solution as they respond to instances.

To the degree that the hypothesis results in "right" feedback, the

individual stays with it. When it leads to "incorrect" feedback, the

subject switches.

This view of concept identification as hypothesis testing is based

on the view of people as active problem solvers, exactly the vision

that guided the so-called cognitive revolution within psychology.

As we described in Chapter 1, the learned helplessness model was
crucial in bringing animal learning into this revolution, but here we
can criticize helplessness theory for not going far enough, because

the model brought with it its associationistic ancestry. In other words,

the theory assumes that people rather automatically abstract

response-outcome contingencies given the appropriate exposure to

them. No mention is made of how the individual does this. Levine

suggests that all learning, including that of response-outcome rela-

tionships, is mediated by hypothesis testing of the type we just

sketched.

Meanwhile, we return to the helplessness laboratory and the in-

dividual given random feedback in his attempts to solve problems.

According to Levine's theory, this random feedback negates the hy-

potheses that the problem solver successively entertains. One by

one, he discards the large stimuli, the yellow ones, and the square

ones.

People usually start with simple hypotheses and stay with them
unless feedback from the world suggests that they are inadequate.

Then people move to increasingly complex ones. Levine et al. and
Peterson suggested, therefore, that uncontrollable events disrupt the

subject's problem solving in the laboratory not because they lead

her to believe in her own helplessness but because they alter the

pool of potential hypotheses for problems, leading her during the

pretreatment problems to entertain ever more complex possibilities.

The greater the degree of pretreatment, the more of her hypotheses

are disconfirmed and the more extreme and esoteric her remaining
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hypotheses become. When she brings these expectations—not of

response-outcome independence but of difficult solutions—to the

test task, she is hampered in accordance with the actual simplicity

of the solution of the test task.

So Levine et al. and Peterson both showed that uncontrollable

events disrupted test-task performance to a greater degree when
the test task had a simple solution than when it had a more com-

plex one. Indeed, complex test tasks were not impaired by uncon-

trollability, presumably because subjects were expecting complex

solutions and immediately started to test complex hypotheses. There

is no way that this result can be interpreted in terms of helplessness

theory, which, if anything, would predict that more difficult test

tasks would show the greatest disruption, in parallel to the animal

results showing that effortful test tasks are most sensitive to the

debilitating effects of uncontrollability (Chapter 2).

Like the reactance-helplessness integration proposed by Wortman
and Brehm (1975), the Levine et al. and Peterson account does not

say that the helplessness model is wrong but rather that it may not

be what is typically going on in the laboratory. This alternative is

able to explain why subjects keep working at psychology experi-

ments in the wake of uncontrollability, which, as we have noted, is

a problem for the helplessness model, which in its most stark form

seems to imply that uncontrollability should produce an entirely

listless individual rather than what actually happens—someone who
cannot solve problems. This alternative can also handle reactance

effects when they do occur and make sense of immunization (which

legitimizes the pool of solutions for the test task) as well as therapy

(which relegitimizes solutions that will work).

What are the limits of the hypothesis-testing account? Peterson

(1980) surveyed disparate lines of research all implying that individ-

uals in a psychology experiment are unlikely to consider the possi-

bility that the events encountered therein are without meaning or

pattern. Subjects who see strings of random numbers discern pat-

terns. They detect contingencies between responses and outcomes

when none is present. They expect the most clearly chance events

—

such as throwing dice or spinning a roulette wheel—to be some-

thing they can control. They conscientiously follow the most absurd

of experimental directions. Extrapolating from these findings, how
likely is it that people expect problems in a psychology experiment

to be without a solution?

Peterson (1980) explored this question in several experiments. In

one, he gave subjects concept-identification problems with random
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feedback but then asked subjects what they thought the concept

was that governed the feedback. Not a single subject suggested that

the problem was indeed without a solution. Instead, each sug-

gested highly complex hypotheses. In another experiment, Peterson

followed the same procedure with one critical exception. He sug-

gested to subjects in their original directions that some of the prob-

lems they would be asked to solve might not have solutions. When
this was said, subjects then were able to say that unsolvable prob-

lems really were unsolvable. (This was not a general demand, be-

cause solvable problems were still identified by subjects as solva-

ble). And further consistent with the hypothesis-testing explanation,

when these instructions were given to subjects, thereby legitimizing

response-outcome independence as a possible description of the state

of affairs in the experiment, problem solving at complex tasks was
indeed disrupted by the prior experience with uncontrollability.

Can we take this notion outside the laboratory? Certainly. There

will be domains of life in which the
'

'hypothesis'' of no control is

entertained reluctantly or infrequently. Social psychologists over the

years have documented a variety of such occurrences. Consider the

just world effect (Lerner, 1980), where people blame victims for their

misfortune, perhaps to keep their belief consistent that the world is

a place where outcomes follow responses in a fair and coherent way.

Taylor (1989) has cataloged a variety of benign illusions about con-

trol. Other researchers have shown that people misjudge the likeli-

hood of negative events, consistently underestimating many of them
in accordance with certain cognitive biases.

On the other hand, when bad events do occur, people's assump-

tions about the coherence in the world are indeed challenged, per-

haps to the point where they consider the possibility that these things

happen, sometimes independently of what one does. Janoff-

Bulman (1989), for example, has studied the effects of various forms

of victimization on one's beliefs about the world, and her results

show that a variety of victims now consider the possibility of future

victimization. The generality of the hypothesis-testing account has

limits, but the view of contingency detection as hypothesis testing

remains viable and may someday replace the simpler and more "au-

tomatic" view assumed by the helplessness model.

Egotism

Another alternative explanation of debilitated performance follow-

ing uncontrollability focuses on attributional egotism (Snyder, Ste-
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phan, & Rosenfield, 1978). According to this theory, uncontrollabil-

ity leads to poor performance through an effect on motivation.

However, whereas the learned helplessness model proposes that an

individual's decreased motivation is an inherent, automatic re-

sponse to the expectation of response-outcome independence, the

egotism theory suggests that his low motivation is a defensive strat-

egy. The person not able to control some important outcome stops

trying in order to protect himself from the conclusion that he lacks

the ability needed to solve the task at hand. If he isn't trying, then

he can attribute his failure to his lack of effort, presumably a less

ego-threatening attribution than one that points to his inability. So,

according to the egotism hypothesis, learned helplessness as pro-

duced in the experimental laboratory really is a way of sustaining

self-esteem in the wake of failure.

Several studies have been reported in favor of the egotism notion.

In the typical learned helplessness design, Frankel and Snyder (1978)

followed uncontrollable problems with a test task described as either

moderately or highly difficult. In point of fact, it was the same test

task. But when a task was described as highly difficult, the thinking

was that a subject would not need to retreat into low effort in order

to save face in the case of subsequent failure. The ostensible diffi-

culty of the test task should provide that rationale, and so there is

no corresponding decrease in effort. This is what Frankel and Sny-

der (1978) indeed found. The performance decrement following

uncontrollability was eliminated in this case, although not for sub-

jects who thought they were working on a moderately difficult

problem.

This study sounds similar to those we have already described by

Levine et al. and Peterson in support of their hypothesis-testing

explanation of helplessness effects, so let us draw out the distinc-

tion. Where Levine et al. and Peterson actually varied the difficulty

of the test task, Frankel and Snyder did not, instead manipulating

by instructions a subject's expectation about the difficulty of the test

task. In either case, though, the helplessness model would not make
the same predictions that these alternatives did.

Another study supporting the egotism hypothesis provided sub-

jects in a learned helplessness experiment with a plausible excuse

for possible poor performance during the test task: the playing of

music during the test task and the explicit comment by the experi-

menter that the music might be distracting (Snyder, Smoller, Strenta,

& Frankel, 1981). Again, this manipulation had the effect of elimi-

nating problem-solving deficits. Other subjects not given this po-
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tential excuse fared poorly on the test task, apparently because this

was their only way to save face in the case of their possible failure.

Frankel and Snyder draw a parallel between their egotism hy-

pothesis and earlier work done with individuals who were greatly

fearful of failure (e.g., Feather, 1961, 1963). Subjects with a great

deal of performance anxiety did better at a task when it was de-

scribed as difficult than when it was not, again with the rationale

that the difficulty of the task provided a face-saving excuse just in

case the subjects happened to fail. There was no shame in doing

poorly at a clearly difficult task, and so subjects expended maxi-

mum effort with minimal fear.

These ideas are similar to Norem and Cantor's (1986) notion of

defensive pessimism, a strategy used by some individuals as a way of

curbing anxiety about an impending performance. The defensive

pessimist loudly proclaims her likely failure—her helplessness—but

then proceeds to do perfectly well at the task. In a clever experi-

ment, Norem and Cantor interrupted the strategic use of pessimism

by such subjects by giving them a pep talk prior to a problem. But

when the subjects were assured that they would do well, they then

performed poorly! In contrast, subjects not so encouraged did well.

How do we evaluate the egotism hypothesis and its cognates? On
the one hand, we are convinced that some of the time, some of the

people indeed respond to uncontrollability with such face-saving,

anxiety-reducing strategies. That these may end up producing poor

performance does not necessarily argue against their strategic in-

tent. After all, maintaining a view of oneself as competent is prob-

ably more important than possible success at an isolated laboratory

task.

The egotism hypothesis has the virtue of being able to make sense

of many of the studies showing that helplessness effects are influ-

enced by the sorts of attributions that people make for original un-

controllable events. To the degree that test tasks and pretreatment

are diagnostic of one another, one would expect helplessness effects

to occur, and the egotism hypothesis would say that this is because

the person tries to save face at similar tasks following a failure at

others. There is less of a motivation to do so when the tasks are

dissimilar.

The egotism hypothesis also explains immunization effects. Pre-

sumably, they are effective because they provide subjects with evi-

dence that they do have sufficient ability, despite the apparent chal-

lenge to this belief represented by uncontrollable events encountered

during the pretreatment.
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However, we think the egotism hypothesis has a problem ex-

plaining therapy effects. It implies that subjects should mightily re-

sist such efforts. This interpretation follows from the hypothesis that

the "helplessness" of the individual is motivated. The therapist must

induce the subject to give up this strategy, not merely show him

that he is mistaken about response-outcome noncontingency.

The egotism hypothesis is clearly at odds with the helplessness

model, but one might wonder about its relationship to the attribu-

tional reformulation, to be discussed in Chapter 6. Both argue that

subjects engage in active interpretations of the uncontrollable events

they encounter. Both end up predicting that an attribution to low

effort is less damaging than one to low ability, because the former

does not imply as much about future performance as does the lat-

ter. But the egotism hypothesis still differs from the reformulated

model in an essential way, and that is by its assumption that a per-

son's helplessness is motivated.

Helplessness theory has never made this assumption, and we
doubt that it is—in general—a useful assumption (Peterson & Bos-

sio, 1989). As we have acknowledged, the egotism hypothesis may
well explain what goes on inside or even outside the laboratory some

of the time for some of the people, but we think it implausible that

this is generally how people respond to uncontrollable events. If it

were, then people would probably have an easier time than they

do shaking off the effects of uncontrollability, but as we have seen,

this takes a reliable toll in laboratory experiments as well as in the

real world (Chapter 7).

If we wish to be highly skeptical of the egotism hypothesis and

the studies reported in support of it, we can make the same criti-

cism of this literature as we did of the original helplessness experi-

ments. Theorists make inferences about underlying cognitive pro-

cesses and contents without attempting to grapple with their

measurement. This problem of making distant inferences about un-

derlying thoughts means that theorists are standing at a distance

from what they are theorizing about, and arguing that subjects must

be thinking so-and-so if they act in such-and-such a way. As we
have argued, this leaves the validity of the mediating cognitions

suspect.

Similarly, the egotism hypothesis predicts that the greatest diffi-

culty in problem solving in a helplessness experiment should be

with purely motivational indices, not cognitive ones (seeing the so-

lution), but this has not been explicitly investigated. The egotism
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studies have measured persistence, obviously a motivational con-

struct, but they haven't further shown that cognitive impairment

simultaneously does not exist. We hasten to add that the egotism

hypothesis and its supporting studies are no more suspect on this

ground than the helplessness model and its studies. This is a ge-

neric problem with the field.

Some researchers have tried to address more closely the egotism

hypothesis. Kofta and Sedek (1989), for example, contrasted it with

the helplessness model by asking what each identifies as the critical

aspect of the pretreatment that leads to an individual's debilitated

performance at the test task (see also Barber & Winefield, 1987). The

helplessness model clearly points to the uncontrollability of the pre-

treatment—the independence of responses and outcomes. The ego-

tism hypothesis in contrast does not emphasize uncontrollability as

critical but instead failure. Uncontrollability per se does not threaten

someone's self-esteem—hence there is no need to protect against it.

Rather, it is failure—actively trying to achieve some goal (solve a

problem) and then falling short of this intent—that produces later

decrements in performance because failure threatens oneself in a

way that uncontrollability per se does not.

One critical way to test between the learned helplessness model
and the egotism hypothesis is therefore by separating uncontrolla-

bility and failure, to see which theory proves correct. We already

know from the meta-analysis that appetitive helplessness exists

—

that is, when uncontrollable success is experienced during the pre-

treatment, then debilitated problem solving still appears during the

test task. Just on the face of it, this argues in favor of the learned

helplessness account. But such studies were not necessarily de-

signed to distinguish uncontrollability and failure.

Instead, let us examine a study by Kofta and Sedek (1989) that

explicitly did this. They used a series of concept-identification prob-

lems during the pretreatment, as is now familiar. Feedback "right"

or "wrong" was delivered randomly, so that half the time a sub-

ject's answers were right and half the time wrong. In one condition,

the subjects were told that the tasks measured "something related

to logical thinking and the ability to draw conclusions" (pp. 4-5)

and that they would be given information about their overall per-

formance at the very end of the experiment. In another condition,

the subjects were told that the tasks measured "some important

aspects of intelligence" (p. 5) and that they would be given infor-

mation about their performance after each problem; in each case,
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they were told that they had failed to solve the problem. In a third

condition, subjects received the same instructions as those in the

first condition, and the feedback on individual trials was accurate.

The second condition obviously sets up the conditions in which

the processes hypothesized by the egotism view should operate.

Checks—in the form of a questionnaire administered at the very

end of the experiment—confirmed the intended manipulation of

failure; subjects in the second condition reported that their perfor-

mance was indeed poor at the pretreatment and furthermore that

their mood was poor. Subjects in the first and third condition did

not differ from one another on perceived failure, and both were

substantially lower in perceived failure than those in the second

condition.

In terms of test-task performance, which entailed pushing but-

tons in order to terminate a series of unpleasant noises, subjects in

the two uncontrollability conditions showed impairment relative to

the control condition, both in their latency to solve and in the total

number of their failures. These two groups did not differ from one

another, meaning that the addition of manipulations designed to

highlight egotism had no discernible effect. As Kofta and Sedek

concluded, these results are highly inconsistent with the egotism

account yet completely compatible with the helplessness model.

Uncontrollability was the critical feature of the helplessness induc-

tion, not failure.

At the same time, some of the questionnaire responses were at

odds with the helplessness model. Noncontingent events did not

produce a lowered mood among subjects in the first condition

—

although the failure manipulation did. Further, the manipulations

did not affect ratings of the controllability of the test task, despite

the fact that reliable performance decrements had been produced.

Subjects did perceive uncontrollable pretreatment tasks as more un-

controllable, but this expectation was not generalized to the test task,

as the helplessness model predicts. Neither did ratings show any

difference with respect to an item asking about the role of increased

effort, which the egotism model would predict would show differ-

ences among groups. Here we have what is becoming a familiar

finding: performance deficits in the absence of corresponding dif-

ferences in a subject's reported thoughts and expectations.

This study questions the ability of the egotism hypothesis to re-

place the helplessness model, but it does not show that it is com-

pletely without merit. Enhanced persistence at difficult test tasks

remains a finding not accommodated with the helplessness ap-
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proach. What we can say at the present is that both failure and

uncontrollable events influence a person's subsequent performance,

although the exact processes by which they do so remain unclear.

State versus Action Orientation

Kuhl (1981) proposed yet another cognitive interpretation of help-

lessness effects. He agrees with the helplessness model (and the

bulk of the research results) that uncontrollability leads to debili-

tated performance, but he proposes a different cognitive mecha-

nism that places less emphasis on the expectation of future help-

lessness as hypothesized by helplessness theory.

Instead, Kuhl argues that "helplessness" effects can be better ex-

plained by constructs already articulated and investigated within the

tradition of achievement motivation. He suggests that the immedi-

ate response to failure (uncontrollability) is a heightened motivation

to do well at a subsequent task. Here he agrees with the Wortman
and Brehm (1975) idea about reactance being produced by experi-

ence with uncontrollable events. Consistent with this assumption

are reports (e.g., Miller & Seligman, 1975) that ostensibly helpless

subjects approach the test task with initial vigor, which is exactly

what the helplessness model does not expect. It is only when they

fail to achieve success at the task that they then give up.

But why should a subject not be able to do well at a test task, if

her motivation to do so is intact and she does not expect that she

will do poorly? Kuhl introduces a contrast between two psycholog-

ical approaches to problem solving: state orientation versus action

orientation. State orientation is a focus on the past, present, and/or

future state of the person: how am I feeling, why am I having trou-

ble, what are the implications of this experience for my well-being,

and so on. Because it is task-irrelevant, state orientation interferes

with the person's performance, at least when the task is difficult.

In contrast, action orientation is an unimpeded approach to problem

solving; here the person focuses on the problem at hand and the

various ways that it might be solved.

Thus we have yet another alternative explanation of performance

impairment following uncontrollability. Although failure per se may
enhance a person's motivation, if the failure also produces a suffi-

cient state orientation, it will override her enhanced motivation and
interfere with her task performance. Said another way, helplessness

effects are produced not by perceptions of response-outcome inde-
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pendence but rather by a host of irrelevant thoughts on which the

person ruminates. It is rumination that then creates her difficulties.

Interestingly, Kuhl's argument says that helplessness is very much

a cognitive phenomenon but that it is not particularly important just

what type of cognitive activity is occurring. As long as it is not

problem focused, it is apt to be disruptive. In contrast to the learned

helplessness reformulation, this theory suggests that attributional

activity per se is disruptive, because it distracts the person from the

business at hand. Consistent with this notion is research by Diener

and Dweck (1978) finding that children were disrupted by uncon-

trollable problems to the degree that they offered any type of causal

attributions for their failure.

Kuhl suggests that helplessness produced by state orientation be

called functional helplessness. In contrast, the helplessness of con-

cern to the learned helplessness model is deemed motivational

helplessness, and it is mediated by expectations of uncontrollability.

Kuhl implies that in typical laboratory studies, motivational help-

lessness is apt to be found only when test tasks and pretreatments

are highly similar, in which case the person might well generalize a

belief in response-outcome independence abstracted in the first sit-

uation to the second. But in other experiments, where test task and

pretreatment are dissimilar, he argues that such transfer of expec-

tation is unlikely and that observed deficits are probably functional

helplessness. And out of the laboratory, he further argues, func-

tional helplessness is the norm, not motivational helplessness:

The student who has had an experience of uncontrollability at a math
test may burn his or her dinner, behave awkwardly toward friends, and

be less assertive than usual in expressing his or her needs in a group.

The [functional helplessness] theory maintains that behavioral effects of

this generality cannot be attributed to generalized expectancy . . . The

student is not likely to have problems dealing with friends because she

or he infers an inability to deal with them from an inability to pass the

test. The problems in dealing with friends are more likely to arise be-

cause she or he is still preoccupied with the state created by the flunked

test. (Kuhl, 1981, p. 160)

In support of his theory, Kuhl reported several experiments. In

one, following a typical helplessness induction, subjects in some
groups had an additional experience interpolated before the test task.

One condition was intended to accentuate a state orientation; sub-

jects were asked to respond to a questionnaire asking about their

reasons for failure, descriptions of their emotional state, and an
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evaluation of the experimental situation. Another condition was in-

tended to accentuate an action orientation; subjects here were asked

to engage in a nonachievement task—reading an essay and offering

an opinion about how interesting and informative it has been. Sub-

jects in another condition had no interpolated task but proceeded

directly to the test task, which entailed finding specific symbols in

a complex array.

Relative to subjects without initial uncontrollability, those with an

induced state orientation showed disruption at the test task, whereas

an induced action orientation did not. These findings are consistent

with Kuril's theory. Ratings of perceptions of uncontrollability did

not support the helplessness model's notion that these effects are

generalized and mediate disruption. However, a problem with this

experiment is that among subjects in the uncontrollable condition

without intervention—that is, a standard helplessness condition

—

no disruption relative to control subjects was produced. In other

words, Kuhl did not demonstrate that his procedure could produce

a helplessness result, which is obviously a problem in using his

other findings to support an alternative interpretation of helpless-

ness effects.

Cognitive Exhaustion

A variant of Kuhl's notion of state orientation induced by uncon-

trollability has been proposed by Sedek and Kofta (1990), who ar-

gued that experience with uncontrollable events initially sets off a

great deal of cognitive activity, as the person attempts to solve the

problem presented and to make sense of his inability to do so.

However, the effect of noncontingency is to make these efforts nec-

essarily unsuccessful. Like the hypothesis-testing alternative we have

already described, this view says that people entertain and evaluate

various possibilities as descriptions of the state of affairs they are

encountering. In the case of random feedback, the person does not

continue proposing and evaluating hypotheses endlessly. He even-

tually switches into a state these researchers identify as cognitive

exhaustion, where he simply stops thinking. It is this state of cog-

nitive demobilization that then produces cognitive impairment on
subsequent tasks. (Barber & Winefield, 1986, sketched yet another

version of this explanation by stating that helplessness effects occur

when subjects stop paying attention to stimuli.)

Sedek and Kofta reported an experiment that tried to test this

account. In their helplessness induction, they arranged matters so
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that random feedback was explicitly contradictory—that is, subjects

were given explicitly opposite feedback on identical stimuli in a

concept-identification task—versus just random feedback. Then

subjects worked on a simple test task followed by a difficult one.

No disruption was found for the first task, presumably because it

was readily solved, even by a cognitively exhausted individual. There

was disruption at the second, more difficult task, but only when
subjects had received explicitly contradictory information during the

pretreatment. Subjects reported feeling uncertain, unable to pay at-

tention, and having lowered expectations about their success.

We think the cognitive exhaustion hypothesis is not as crisply

supported by these results as Sedek and Kofta hoped. Certainly one

can confuse subjects by providing them with contradictory infor-

mation; that this then leads to their poor performance later on at a

difficult—effortful—task is reasonable, too. But does this prove that

exhaustion is the critical mediator in all helplessness experiments?

Hardly, particularly when the researchers failed to produce help-

lessness effects in what was the most standard condition. Perhaps

the introduction of the easy test task broke up the helpless effects

for these subjects, but not for the confused subjects. Further work
is needed to evaluate this alternative. Its most attractive part is its

proposal that the cognitive deficit in learned helplessness is pre-

cisely that—a failure to think—which may well explain why at-

tempts to characterize this deficit have met with so little success.

There literally is nothing to characterize!

Secondary Control

One more alternative account of reactions to uncontrollable events

was proposed by Rothbaum, Weisz, and Snyder (1982). Where
helplessness theory interprets passivity, withdrawal, and submis-

siveness as prima facie evidence of diminished personal control

(Chapter 1), Rothbaum et al. suggested instead that these ostensible

signs of helplessness may reflect alternative forms of control.

Central to Rothbaum et al.'s model is a distinction between pri-

mary control, defined as an individual's ability to bring the environ-

ment into line with her wishes, and secondary control, defined as an

individual's ability to bring herself into line with the environment.

Primary control has been the concern of helplessness theories and
most other explanations of how people respond to bad events (Pe-

terson & Stunkard, 1989). According to Rothbaum et al., attempts

at primary control may be the person's first and preferred response
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to uncontrollability. But secondary control may succeed when pri-

mary control fails. If the person is able to accept uncontrollable events

and derive meaning from them, then he will not be disrupted by

them. What looks like helplessness may well be an attempt to sus-

tain secondary control over events that elude primary control.

Rothbaum et al. describe several different forms of secondary

control. Each is marked by characteristic causal explanations, and

what is interesting in each case is that these attributions are the

same ones that we interpret as exacerbating a lack of control (Chap-

ter 5). "Predictive control refers to the ability to predict aversive

events to avoid disappointment" (p. 13). To always expect the worst

is not to be disappointed when the worst occasionally or even fre-

quently happens. Note the similarity to Norem and Cantor's (1986)

notion of defensive pessimism, which we described earlier. Predic-

tive control is characterized by attributions of deficient ability and

is exemplified by the individual who continually downgrades his

own skills and accomplishments.

A second form, illusory control, occurs when people align them-

selves with chance or fate. Again, explanations in terms of luck and
the like are typically seen as reflecting a capricious world. But Roth-

baum et al. argue that illusory control reflects just the opposite.

Although people with illusory control are obviously not directly in-

fluencing events, they nevertheless believe that events are orderly.

Fate deals the cards, but it is possible to synchronize oneself with

fate.

A third form of secondary control is vicarious control, similar to

illusory control except that the individual achieves control by asso-

ciating himself not with chance but with powerful groups or indi-

viduals: religious or political leaders, certain professions or hobbies,

athletes, God, rock-and-roll musicians, and so on. Identification with

individuals or groups powerful enough to control outcomes that one

cannot influence oneself is the psychological mechanism high-

lighted by Erich Fromm (1941) in his well-known Escape from Free-

dom. According to Fromm, totalitarian movements like fascism are

appealing to individuals who cannot or will not achieve freedom by

their own efforts (primary control). The important point in this con-

text is that attribution to "other people" is usually seen as the relin-

quishing of control; once again, Rothbaum et al. argue that it is a

means of gaining and maintaining control.

Collectively, these and other forms of secondary control are called

interpretive control, which people are motivated to achieve when
primary control fails. Individual search for meaning and under-
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standing following bad events, and the finding of an answer—re-

gardless of its nature—may be adaptive. By this view, expectations

of uncontrollability, causal explanations, and even passive with-

drawn behavior may be useful strategies. Labeling them helpless-

ness is to miss their purpose.

Rothbaum et al.'s ideas are no doubt reasonable in some cases.

The trick is to distinguish these cases from others and then to de-

cide which is the rule and which is the exception. Research to date

has not attempted this, but the appropriate investigation would look

at the degree to which "helpless" behavior is motivated: persistent

and effortful. Do ostensibly helpless individuals prefer situations

where failure is inevitable? It would also look more closely at what

people believe about such causes as deficient ability, chance, or

powerful others. Are these seen as comforting or distressing?

The logic here can become quite convoluted. If passive behavior

is found not to be persistent, does this vindicate the helplessness

model and other theories that regard passivity as isomorphic with

diminished control, or can it then be argued that ostensibly "help-

less" helplessness is really a tertiary form of control? Rothbaum et

al/s two-process theory may be nonfalsifiable. Regardless, if the

general thrust of this section is that people's thoughts about uncon-

trollable events can be quite complex, then Rothbaum et al/s obser-

vations well illustrate this point.

WHAT WE KNOW

Researchers began their investigations of learned helplessness in

people with the general question of whether something akin to the

phenomenon previously documented among animals exposed to

uncontrollability had a counterpart among human beings. Our first

conclusion is that it does exist. Uncontrollable events, operational-

ized in a variety of ways, reliably lead to disruption at subsequent

problem-solving tasks. Uncontrollability also has effects on people's

emotions, aggression, and physiology. Helplessness effects among
people have a time course. They can be minimized by immuniza-

tion and reversed by therapy. All in all, these findings from studies

with human subjects attest to a strong analogy with the animal phe-

nomenon.
Our second conclusion is that learned helplessness among people

has boundary conditions. (So too does animal helplessness, al-

though recognition of this aspect of animal learned helplessness was
not what led researchers to demonstrate it among people.) Al-
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though helplessness effects are somewhat general—after all, this is

what it means to be helpless—there are clear limits to generality

across time and situation. Among the reliable influences on this

generality are the individual's causal attributions about the original

uncontrollable events. As we discuss in the next chapter, the role

of attributions was the point of departure for the reformulation of

helplessness theory along attributional lines.

Our third conclusion is that human helplessness has some var-

iants with no clear counterpart among animals. People can acquire

helplessness vicariously, by observing others. And groups of peo-

ple as a whole can be made helpless by uncontrollability; further,

group helplessness is not reducible to the helplessness of the indi-

vidual members. Neither of these phenomena has been the subject

of much research beyond their initial demonstration, but we high-

light them as particularly intriguing, opening the doors to all sorts

of possible applications of helplessness ideas outside the laboratory.

Finally, our last conclusion is that helplessness among people is

under the sway of central factors. Early studies with human sub-

jects geared up against the same sort of peripheralist interpretations

suggested for the animal phenomenon, but it was soon quite ob-

vious that human helplessness entailed some sort of mentalistic me-

diation. There were simply too many effects, obvious and subtle,

readily explained in central terms that were impossible to explain

by reference to notions like incompatible motor responses or bio-

chemical trauma.

WHAT WE DON'T KNOW

Although there exists a learned helplessness effect among people in

that they perform poorly at test tasks following uncontrollability,

we do not yet know if this reflects both motivational and cognitive

disruptions, as the helplessness model holds, or just one sort of

deficit. Researchers to date have not been sufficiently clever in de-

vising independent operationalizations of these deficits.

As we have repeatedly emphasized, we also do not know the

exact nature of the mediation of human helplessness as produced

in the laboratory. The helplessness model proposes that expecta-

tions of uncontrollability acquired during pretreatment and gener-

alized to the test task produce helplessness effects, but research has

not conclusively shown that this is indeed what happens. Making
this difficult are the considerable pitfalls in studying cognition in

the typical learned helplessness paradigms. We discussed some
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considerations that might aid investigation of the cognitive media-

tion of helplessness effects, but few studies to date qualify as laud-

able by the criteria we suggest.

Relatedly, we are not sure how to evaluate the rather large num-

ber of alternative explanations of helplessness effects. All these ex-

planations propose a different mediation than does the helplessness

model. In each case, we suggested that they capture something im-

portant about responses to uncontrollability, but at the same time

we do not think that any represents a death knell for the helpless-

ness model. Some have their own conceptual or empirical prob-

lems. All run into the same problems as does the helplessness model

of verifying the existence of elusive cognitive constructs. Most do

not address one another but rather direct their critical energy at the

helplessness model alone. Can they all be correct? Maybe, but not

in a mushy eclecticism in which all possibilities are accorded equal

status. Contrast the cognitive exhaustion explanation, which attri-

butes disruption to insufficient thinking, with the state orientation

explanation, which points the finger at too much thinking!

Needed, we imagine, is a series of very careful studies of how
people respond to uncontrollability, over the range of parameters

stressed by these alternative theories. In particular, these studies

should take time into account, because most of the alternative ex-

planations hypothesize about processes that unfold as experience

with uncontrollability increases. Perhaps more sophisticated strate-

gies for studying cognitive content and process need to be devised;

the animal literature reviewed in Chapter 2 might provide some useful

hints concerning operationalizations. Until this happens, the big-

gest unknown of human helplessness will remain the details of what

and how the helpless person thinks, and when he does so.



The Attributional Reformulation

As it was first articulated, the learned helplessness model hypoth-

esized that experience with uncontrollable events leads to difficul-

ties in motivation, cognition, and emotion (Chapter 2). Mediating

this effect is a person's expectation that responses and outcomes are

independent. This expectation arises through his attempts to master

events that elude his control, and it is generalized into new situa-

tions to produce the problems that constitute the learned helpless-

ness phenomenon (Chapter 1).

Our purpose in this chapter is to describe the theoretical and em-
pirical reactions to the shortcomings of the very first studies of hu-

man helplessness, as we described in the previous chapter. These

reactions stressed cognitive factors. Any of a number might have

received attention, but most investigators zeroed in on how the

helpless individual construed the causes of the original uncontrol-

lable events that produced his helplessness. The original helpless-

ness model was therefore revised to include causal explanations,

and what ensued was a more powerful account of how people re-

spond to uncontrollable events. In particular, the revised theory was
able to explain individual differences in response to uncontrollabil-

ity, because people bring habitual explanatory styles to bear on the

events they experience.

HISTORICAL BACKGROUND: ATTRIBUTION THEORY
AND THEORIZING

Psychology's interest in the individual's causal interpretation of events

can be traced to Fritz Heider's (1958) Psychology of Interpersonal Re-

141
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lations. In this highly original work, Heider called for the study of

what he termed naive psychology: how everyday people make sense

of their world. Naive psychology includes the way that people un-

derstand the causes of behavior: their own and that of their fellows.

Heider falls within the gestalt psychology tradition, and several

of his emphases thereby become clear. First, he believes that people

look for meaning in their experiences. The meanings they assign

determine their subsequent thoughts, feelings, and actions, just as

one's interpretation of a visual object determines one's subsequent

perception. Second, he believes that people's interpretations are

characterized by balance or harmony. The effect is that people gen-

eralize their interpretations beyond immediate experience. Third,

Heider believes that people's "cognitive" interpretations are analo-

gous to their more "perceptual" ones.

This last point is subtle, but it has important implications, so we
will state it in a different way. Although concerned with how peo-

ple make sense of complex behavior, Heider often theorizes from

the viewpoint of a perception psychologist. When he speaks of

someone's point of view, he means this in an almost literal sense.

In observing someone's behavior, we see that it has causes (Mich-

otte, 1963). As noted in Chapter 2, the experience of events under

particular conditions gives rise to a causal perception. A student

raises his hand, and thus the teacher calls on him. Someone expe-

riences boredom, and thus she flips the television channel.

According to Heider, then, when people make sense of behavior,

they do so in terms of causes. Of course, other ways of construal

are possible, for instance, interpretations in terms of ultimate goals.

But a teleological explanation is not grounded in perception and
may not be as basic as a causal explanation. We agree with Heider

that everyday people are concerned with the causes of events. There

has been some disagreement on this point (Wortman & Dintzer,

1978), but the evidence seems overwhelming that a concern with

causality is a basic aspect of human nature.

Another important consequence of Heider's analogy to percep-

tion is that the fundamental distinction within causal explanations

is between internal and external causes. This distinction corre-

sponds to the distinction between the perceiver and the perceived,

between the self and the world, between the inside and the outside

of our skins. Some contemporary writers have observed that the

internal-external distinction is problematic. There seem to exist am-

biguous cases, like headaches. But at least some of these difficulties

can be resolved by remembering Heider's perceptual emphasis. Is a
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cause seen as imposed from without, or is it seen as emanating

from within? The perspective of the individual is critical, and head-

aches may be either internal or external, depending on who is ex-

periencing them.

Many of us have had the misfortune to break an arm or leg. At

least in the old days, a plaster cast was used to immobilize our limb

while it healed. When the cast was first set, it was external to the

self and occupied a great deal of our attention. After time passed,

it became internal and occupied little attention. To further the anal-

ogy with literal perception, a figure-ground reversal occurred, as

the cast was assimilated to the self. The point here is that a cast can

be construed as external, or it can be construed as internal, but it is

not ambiguous. It is one or the other, depending on other factors.

Popularized by Jones and Davis (1965) and Kelley (1967, 1972),

Heider's ideas eventually took hold in the larger field of psychol-

ogy, and particularly in social psychology. They form the founda-

tion of what is now called attribution theory, a loosely defined ap-

proach to understanding people's behavior by taking into account

their causal beliefs. Attribution theory and research usually distin-

guish between internal and external causes. Other distinctions have

been added, but the internal-external one remains important (Wei-

ner, 1986).

Why has attribution theory been so popular? Part of the answer

refers to the Zeitgeist. The 1960s and 1970s saw a waning of interest

in empty organism approaches to psychology and a corresponding

increase of interest in ways that people "process information" from

the world (Gardner, 1985). Two related metaphors of human nature

became dominant: person-as-scientist and person-as-computer. At-

tribution theory is compatible with each. Like scientists, people try

to understand the world. Specifically, they try to identify causes

that allow them to predict and control future events. Like comput-

ers, people take in information, transform it according to rules, and

produce some result. It was easy for psychologists to translate

stimulus-response language into input-output language; the added
benefit of this was a rich vocabulary for conceiving what went on
in between.

The other reason attribution theory has been popular is quite sim-

ply that it captures what is really going on. It may not be fashion-

able in these days of relativism to say that science is the business

of understanding reality. But if nothing else, this is a good working

assumption, probably one that all scientists adopt in the course of

everyday science. So we assume that people really are attentive to
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the causes of behavior and that their causal interpretations really do

determine the way they act. We conclude that attribution theory is

popular in no small way because it works well.

Attribution theory has been the province of social psychology,

which means that it has been studied from a social psychology stance,

emphasizing the situational determinants of causal attributions. As
described in the last chapter, studies of this kind challenged the

original learned helplessness model as it applied to people, because

situationally manipulated attributions affected induced helplessness

above and beyond any manipulations of controllability.

But the real benefit of introducing attribution theory to the learned

helplessness model is that it allows us to explain individual differ-

ences. Different people offer different causal explanations for the

same events, and thus they react in different ways. Because individ-

ual variation is not the typical concern of social psychology, an at-

tributional account of learned helplessness goes beyond social psy-

chology to speak to issues important in personality psychology and
psychopathology.

CAUSAL EXPLANATIONS AND LOCUS OF CONTROL

We need to address specifically the relationship between internal

versus external causal explanations as proposed within attribution

theory and internal versus external locus of control as proposed within

Rotter's (1966) social learning theory. Some theorists have regarded

these concepts as essentially the same, whereas other theorists (in-

cluding us in previous incarnations; e.g., Peterson & Seligman, 1984)

have regarded them as completely different. At the present time,

we have a more complex view. Causal explanations and locus of

control overlap with each other, yet they are distinct to some de-

gree. Neither the similarity nor the difference can be appreciated

without reference to the other (Peterson & Stunkard, 1989, 1992).

Julian Rotter's (1954) social learning theory defies categorization.

It is a learning theory in that it is concerned with how people come
to behave in a particular way in response to particular stimuli, but

Rotter's major influences were the psychoanalytic theorist Alfred

Adler and the field theorist Kurt Lewin. Because Heider was also

influenced by Lewin's ideas, we can expect at least some conver-

gence between social learning theory and attribution theory. Ac-

cording to Rotter (1966), reinforcement does not automatically

strengthen the behaviors that precede it. An individual will increase

the likelihood of some response only to the degree that he expects
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the response to be followed by reinforcement in the future. This

expectation in turn has two determinants.

First, the specific characteristics of the response and the reinforce-

ment shape the expectation of a future link between the two. If

Suzie Student receives an A grade in organic chemistry, she does

not repeat the course the next term, even though the A grade was
the highlight of her academic career. There is good reason for her

to expect that a repeat performance would not be reinforced.

Second, people have a general belief about the locus of rewards.

Some people believe that rewards originate within: from their own
efforts and abilities. Others believe that they originate without: from

situations, chance, or other people. These two extremes define the

endpoints of Rotter's locus-of-control continuum: internal versus

external, respectively. All things being equal, the internal individual

is more likely to form the expectation that reinforcement will follow

particular behaviors than the external individual. But as Rotter (1975)

has carefully explained, quite often all things are not equal. Partic-

ularly in situations in which the causal structure is well known, the

personality difference is apt to be irrelevant.

Compare playing slot machines in Atlantic City with taking a

driver's license test in Philadelphia. In the former case, most people

believe that "chance" determines reinforcement, whereas in the lat-

ter case, most people believe that "effort" and/or "skill" predomi-

nates. One would not expect locus of control to be overwhelmingly

important in determining expectations (and hence behavior) in these

situations. Internals will play the slots, eventually stopping when
excitement has run its course, whereas externals will practice for

their driver's license test, eventually stopping when they pass.

The similarity between locus of control and causal attributions is

that both are cognitive constructs that explain variations in our be-

havior. Both refer to the relationship between our actions and out-

comes. Both may influence the vigor or passivity with which we
live.

The difference is that locus of control is a belief about the nature

of reinforcement—that is, about rewards and punishments in the

world. Causal attributions are judgments about the causes of events.

Although related, these are not the same. Empirically they may be

independent. An individual with an internal locus of control may
offer external causal explanations

—
"If I am charming, I will be of-

fered the job, but whether or not I am charming depends on the

mood of the interviewer"—or vice versa.

A more exact parallel exists between causal attributions and Rot-
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ter's notion of expectation than between attributions and locus of

control. This expectation lends itself to attributional language, be-

cause it is a belief about whether responses lead to (cause) rein-

forcement. Locus of control is merely one determinant of this ex-

pectation, and so it exists at a different conceptual level than causal

attributions.

THE REFORMULATED LEARNED HELPLESSNESS MODEL

In 1978, Lyn Abramson, Martin Seligman, and John Teasdale pre-

sented a "critique and reformulation' ' of the learned helplessness

model as applied to people. Their chief modification was to assign

to causal attributions a mediating effect in the process by which

uncontrollable events produce deficits. This paper appeared in a

special issue of the Journal of Abnormal Psychology devoted to learned

helplessness as a model of depression, and probably as a result, the

attributional reformulation has been examined mainly as an account

of depressive disorders (Chapter 6). However, helplessness theory

as a whole was revised in this reformulation, not just its application

to depression.

As we described in the last chapter, a number of laboratory stud-

ies showed that an individual's causal explanations for uncontrol-

lable events influence reactions to them. And as described in the

present chapter, attribution theory and attribution theorizing were

ripe for combination with the original helplessness model.

Abramson et al. (1978) introduced the reformulation by pointing

to two major problems encountered in applying helplessness theory

to people. The first problem was that the theory did not distinguish

between cases in which outcomes are uncontrollable for all people

and cases in which they are uncontrollable only for some people.

The first of these cases they called universal helplessness and is ex-

emplified by the parent with a fatally ill child. Nothing he or she

can do will make the child healthy again, and nothing that anybody
else can do will help either. The second of these cases is personal

helplessness and is exemplified by the student who is failing calculus.

Although she or he cannot solve the problems on homework as-

signments or examinations, other people in the class have no diffi-

culty doing so.

What difference does it make if someone experiences universal

helplessness or personal helplessness? In both instances, the indi-

vidual perceives no relationship between behaviors and outcomes.

In both instances, the expectation of future noncontingency results
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in debilitation. But in the case of personal helplessness, the individ-

ual engages in self-recrimination. "If only'' rumination occurs, and

the person's self-esteem plummets. In the case of universal help-

lessness, the person's self-esteem is left intact.

The second problem with the original helplessness theory is that

it does not explain when helplessness deficits will be generalized.

According to the original theory, the helpless person expects re-

sponses (in general) and outcomes (in general) to be unrelated. The
implication is that helplessness deficits following uncontrollability

are highly general. Common sense as well as the laboratory studies

reviewed in the previous chapter argue against this implication.

While there are instances of general helplessness, they seem most

likely to occur in highly unusual situations, like the aftermath of

concentration camp internment or a natural disaster. We would not

wish to reserve "learned helplessness" only for these instances of

highly generalized passivity. Unfortunately, the original theory does

not explain the more typical instances of debilitation following un-

controllability: somewhat general, somewhat circumscribed help-

lessness.

Abramson et al. (1978) resolved these two problems by proposing

that helpless people make causal explanations for the uncontrollable

events they encounter. These causal explanations affect self-esteem

as well as the generality of deficits. In other words, when people

encounter important events that elude their control, they ask "why?"

Their answer affects the way in which they respond to these events.

Figure 5-1 diagrams the hypothesized sequence of events leading

from noncontingency to a person's helpless behavior. Note that

helplessness theory, as applied to people, has become more com-

plex in its depiction of the cognitive processes involved. A person

need not actually experience repeated events in order for them to

produce helplessness. All that is needed is for the person to expect

that events will be uncontrollable. Abstraction of response-outcome

relations is unnecessary for a person to expect that responses and
outcomes are unrelated. This expectation may come from a variety

of sources besides induction: for instance, observation of others,

cultural stereotypes, specific information to this effect, and so on
(Chapter 4).

Once someone expects responses and outcomes to be indepen-

dent, he seeks a causal explanation for this noncontingency. This

explanation influences his expectation of future noncontingency, which

in turn determines the nature of helplessness deficits. We chose our

language here carefully. Causal explanations "influence" expecta-
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Figure 5-1. The attributional reformulation. Source: Peterson, C, and Selig-

man, M.E.P. (1984). Causal explanations as a risk factor for depression: Theory

and evidence. Psychological Review 91:347-374. © 1984 by the American Psycho-

logical Association. Reprinted by permission of the publisher.

tions, which means that they are but one of several determinants.

Causal explanations are neither necessary nor sufficient for an ex-

pectation of future noncontingency because other factors can over-

ride their influence on expectations. Expectations in turn "deter-

mine" helplessness, which means that they are causes. Expectations

are sufficient for helplessness deficits.

The helplessness reformulation has focused research attention on
causal explanations on the one hand and on outcomes reflecting

helplessness on the other hand. Not nearly as much attention has

been paid to the hypothesized cognitive process depicted in Figure

5-1.

Abramson et al. suggest that three parameters of causal explana-

tion are important. First is the familiar distinction between internal

versus external causes (see Table 5-1 for examples of such explana-

tions as they might be offered for a romantic rejection). An internal

explanation for uncontrollable events is associated with personal

helplessness, because the uncontrollability is attributed to some-

thing about the particular person. In contrast, an external explana-

tion is associated with universal helplessness, because the uncon-
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Table 5-1. Examples of Causal Explanations for

Romantic Rejection.

Internal

Stable

Global: "I'm unattractive."

Specific: "I'm unattractive to him/her."

Unstable

Global: "My conversation is sometimes boring."

Specific: "My conversation bores him/her."

External

Stable

Global: "Romance is difficult for other people."

Specific: "Romance is difficult for him/her."

Unstable

Global: "People sometimes have rejecting moods."

Specific: "He/she was in a rejecting mood."

trollability is attributed to something about the situation or

circumstance that would affect anybody placed in it. Thus, whether

someone makes an internal or external explanation for uncontrolla-

bility affects her subsequent self-esteem. Internal explanations make
the loss of self-esteem likely, whereas external explanations tend to

leave self-esteem intact.

The second parameter of concern is a distinction between causes

that are stable over time versus those that are unstable (again, see

Table 5-1 for examples). Suppose you fail your first examination in

a college course. Contrast your expectations for future success or

failure at college tests if you explain your poor grade as due to a

headache (presumably an unstable cause) versus if you attribute your

failure to stupidity (presumably a stable cause, whether your own
or that of college teachers). In the former case, passivity and other

helplessness deficits will tend to be short-lived, because your head-

ache will go away. In the latter case, helplessness will tend to per-

sist, because stupidity is forever.

In a series of intriguing studies, Wilson and Linville (1982, 1985)

used exactly this line of reasoning to guide an intervention that im-

proved the grades of college students. Students were told that their

grades would probably improve over the course of their college ca-

reer. In other words, they were encouraged to explain their initial

failures and disappointments with unstable causes. These students,

in contrast to those not given this intervention, indeed improved

their grades.

The third parameter of causal explanations identified by Abram-
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son et al. distinguishes between causes that are global (affecting a

variety of outcomes and situations) and those that are specific (af-

fecting few outcomes and situations). Table 5-1 provides examples

of these types of causal explanations. Just as stable explanations

affect the generalization of helplessness deficits across time, global

explanations affect generalization across situations. Again, imagine

you are a student who has failed your first college exam. "Stupid-

ity" is a global cause, relevant to history exams, English papers,

and calculus problems. If this is how you explain your exam failure,

widespread debilitation is apt to follow. In contrast, if you explain

the failure with a more circumscribed cause ("I'm not good at

multiple-choice tests" or "Chemistry is a difficult subject"), you will

have less widespread difficulties, exactly in proportion to the spec-

ificity of the cause.

As we described earlier, almost all attribution theorists embrace

Heider's (1958) distinction between internal versus external causes.

And following the theoretical insights of Bernard Weiner (1972, 1974),

most recent attribution theorists also distinguish between stable

versus unstable causes. The globality versus specificity dimension

was first introduced by Harold Kelley (1967, 1972) under the rubric

of a cause's degree of distinctiveness. As used by Abramson et al.,

this dimension reflects the typical concern of learning theorists with

generalization and discrimination.

Thus, the attributional reformulation of helplessness theory al-

lows the two problems with the original theory to be resolved. Uni-

versal versus personal helplessness (and the role of self-esteem) is

explained by introducing internal versus external causal explana-

tions for uncontrollability. Generality of helplessness deficits is ex-

plained by introducing stable versus unstable causal explanations

(influencing generality across time) and global versus specific expla-

nations (influencing generality across situation).

Some who have commented on the helplessness reformulation

argue that additional parameters of causal explanation may be rele-

vant and further that cognitive factors besides causal beliefs mod-
erate the uncontrollability-helplessness link (see Peterson, 1991). Both

arguments have merits, and we return to them at the end of this

chapter. However, Abramson et al. (1978) proposed the attribu-

tional reformulation in the way that they did not to exhaustively

catalog cognitive variables possibly relating to passivity but rather

to shore up helplessness theory in exactly the areas where it had

proved weak.

Abramson et al.'s revised theory paid a further dividend, though,
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by suggesting that people differ in terms of how they habitually

explain events. This
'

'attributional style" (later called "explanatory

style" by Peterson & Seligman, 1984) allows for individual variation

in response to uncontrollability. As noted earlier, this individual

difference variable moves helplessness theory out of the experimen-

tal/social tradition of psychology and into the personality/clinical

tradition (Cronbach, 1957). The application of helplessness ideas to

failures of adaptation like depression was made much more plausi-

ble.

Explanatory style is one of two determinants of the particular causal

explanation a person chooses when faced with uncontrollable events.

The other determinant is the nature of the event itself. This point is

not sufficiently appreciated, so here we draw out the logic involved.

According to the reformulated model, particular causal explanations

influence the loss of self-esteem following uncontrollability as well

as the generality of helplessness deficits. These particular causal ex-

planations in turn may stem from an individual's typical worldview

("there you go again"), or from the generally accepted cause of events

of this nature ("you wrecked the car because you were careless"),

or from some combination of the two.

What this means is that sometimes explanatory style is highly

relevant to subsequent deficits, whereas other times it is completely

irrelevant. The key here is the causal ambiguity of the uncontrolla-

ble events. For some events, there is high concensus about opera-

tive causes, either because the "real" cause is easily seen in the

covariation among actual events or because a societally provided

explanation is generally accepted. When there is a high concensus

concerning causes, an individual's habitual way of explaining events

is put on the back shelf.

However, for other events, there is a low concensus about causes.

There is no agreed-upon right answer, either because the events are

too singular to allow causal relationships to be abstracted or because

potential causes are numerous and confounded with one another.

In these cases, an individual's habitual way of explaining events

takes the lead, because reality does not encumber it.

This point is a specific instance of a more general idea familiar to

personality psychologists. Personality differences do not explain be-

havior in highly constrained settings. Weddings and funerals and
certain psychology experiments, for instance, "demand" that peo-

ple act in particular ways, regardless of their personalities. Less

constrained settings allow a person's personality to influence his

behavior.
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We feel that some investigations of explanatory style have looked

for its effects in situations that constrain its possible influence on

the particular explanation people choose (and hence its influence

on expectations of response-outcome independence and ultimately

its influence on helplessness and other outcomes). Postpartum

depression (e.g., Cutrona, 1983) and teacher stress (e.g., Hammen
& deMayo, 1982) are two such topics where researchers have been

less than successful in showing the relevance of explanatory style.

But is this due to the theoretical shortcomings of the helplessness

reformulation or to the particular topic chosen for investigation? In

both cases, there seems to be a considerable basis in reality to the

distress that someone experiences; explanatory style is therefore apt

to be irrelevant.

There is danger here of dismissing studies after the fact as inap-

propriate simply because they fail to confirm predictions of the

reformulation. This is not good science. One must decide the

appropriateness of a topic vis-a-vis explanatory style on other

grounds.

First, is there sufficient variation in the outcome measure? In other

words, is there anything to be explained? If most people are re-

sponding in the same way, an individual difference variable like

explanatory style is not needed; there's nothing for it to do.

Second, is there sufficient variation in the causal explanations of-

fered by the research subjects? If not, then causality is unambigu-

ous, and explanatory style again has nothing to do. The most cau-

tious research should therefore measure both explanatory style and

causal explanations, because variance in explanatory style does not

guarantee variance in causal explanations. Studies that fail to find a

correlation between explanatory style and outcomes are ambiguous

in the absence of measures of particular explanations.

Third, are measures of the particular explanations that people make
reliable? Even if there is substantial variation across individuals in

the explanations they make for uncontrollable events, this does not

guarantee reliable measurement. The assessment of causal expla-

nations can be influenced by such subtleties as the phrasing of

questions (Elig & Frieze, 1979), and it seems best to use multiple

measures to cancel out these extraneous factors. Again, this is not

always done in research, and nonsignificant findings become diffi-

cult to interpret.

In a 1984 review of studies applying the model to depression,

Peterson and Seligman fine-tuned the reformulation by clarifying
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certain issues and introducing some new terminology. Following

are the major modifications.

First, Peterson and Seligman switched from attributions and at-

tributional style to causal explanations and explanatory style. This

makes the language of the reformulation more precise. "Attribu-

tion" means the ascription of any property to any object or event.

But the helplessness reformulation is specifically concerned with just

one type of attribution: how people assign causes to events involv-

ing themselves.

Second, Peterson and Seligman made it explicit that causal expla-

nations and explanatory style are to be regarded as theoretical no-

tions, not literal things (MacCorquodale & Meehl, 1948). When we
say that people make causal explanations for the events they expe-

rience, we are not saying that these explanations may be phenom-
enologically real; we are not saying that their meaning is exhausted

by a single operation. Instead, a causal explanation is a way for the

theorist to make sense of observable behaviors. It is akin to con-

cepts like natural selection, life, Eros, preference, and reward. The-

oretical notions like these can (and should) be measured in a variety

of ways with different converging operations.

This clarification protects helplessness theorists and researchers

from putting all of their theoretical eggs in the same methodological

basket. Some attribution theorists, like Heider (1958), seem to treat

causal explanations as phenomenologically real. The consequence is

that they can be measured only by asking individuals to introspect

upon and to report in words their causal beliefs. If this were the

only reasonable way to assess causal explanations and explanatory

style, then research that relies on other strategies would not turn

out to be as coherent as it is.

Third, Peterson and Seligman switched from an emphasis on per-

sonal versus universal helplessness to one on internal versus exter-

nal causal explanations. This does not at all change the helplessness

reformulation. Abramson et al. (1978) noted that the two contrasts

end up making the same distinction among helpless people. Some-
one cannot experience universal helplessness and make internal ex-

planations; someone cannot experience personal helplessness and
make external explanations (Schwartz, Burish, O'Rourke, & Holmes,

1986).

Why the change then? It was not self-conscious. Instead, it came
about as we became increasingly concerned with the cognitions that

mediate helplessness deficits, particularly for depressed individu-
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als. We looked less at helplessness per se and more at causal expla-

nations and explanatory style. It became easier to speak of the

internal-external distinction, because it was on focus, than on the

personal-universal distinction, because it was not.

In addition, depressed people tend not to experience universal

helplessness. Self-blame and recrimination are an important part of

depression, at least in Western cultures, and thus the personal ver-

sus universal helplessness distinction is not all that useful in de-

scribing depressives. As the helplessness reformulation is applied

to other failures of adaptation, like victimization, perhaps the orig-

inal distinction will return to fashion.

Fourth, Peterson and Seligman started to speak not of uncontrol-

lable events but of bad events. The helplessness model, both in its

original and reformulated versions, holds that uncontrollabiliry is

the critical factor producing deficits. Traumatic events may indeed

disrupt an animal or person, but if the trauma per se does the dam-

age, then this is not what we mean by learned helplessness. The
triadic design (Chapter 2) is used precisely to disentangle uncon-

trollability from trauma.

Although deficits can be produced by noncontingent reward, so-

called appetitive helplessness is nonetheless not as frequently en-

countered as aversive helplessness. In the case of people, at least,

this probably reflects people's insensitivity to noncontingency when
success occurs. Most people expect to succeed at most tasks they

confront, and when they do win reward, they fail to entertain the

possibility that the reward was not contingent on their actions. We
remember a television interview with a professional basketball player

who made a 70-foot shot at the buzzer to win a game. "Were you
surprised the shot was good?" asked the interviewer. The player

looked at him scornfully: ''All of my shots are good."

Another reason leading to the distinction between uncontrollable

events and bad events is the incorporation of causal explanations

into the helplessness model. Attribution researchers have shown
over and over that success and failure are attributed differently; fur-

ther, a particular attribution for success ("I did well because I'm

smart") has a different meaning and different psychological conse-

quences than the same attribution for failure ("I did poorly because

I'm not smart"). We could not speak about causal explanations for

uncontrollable events in general. We had to distinguish good events

from bad events.

Many bad events are a subset of uncontrollable ones. Certainly
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an internal, stable, and global explanation for a bad event is another

way of saying that it is difficult to envision controlling it in the fu-

ture or other circumstances. On the other hand, some bad events

are perceived as controllable (Peterson, 1991). We need to be more
careful about this distinction than we have been. Researchers have

shown that it makes a difference (Brown & Siegel, 1988; Sellers &
Peterson, 1991).

These four clarifications bring the helplessness reformulation up
to date. In the remainder of the chapter, we describe the research

that the reformulation has generated. Many of these investigations

look at explanatory style. We suspect that this individual difference

has been responsible for attracting many researchers to the help-

lessness reformulation. One of the striking things about bad events

is how they produce a variety of reactions among people. The help-

lessness reformulation not only explains this range of responses

but also allows the researcher to predict where people will fall

along it.

A related reason for the popularity of the helplessness reformu-

lation is that we have developed two means of measuring explana-

tory style. Both are simple and cheap, reliable and valid. Theories

attract the attention of researchers only if the researchers can do

something with them. The helplessness reformulation gives re-

searchers a choice.

ASSESSING EXPLANATORY STYLE

Our two ways of assessing an individual's explanatory style are a

self-report questionnaire called the Attributional Style Question-

naire (ASQ) and a content analysis procedure called the CAVE tech-

nique (content analysis of verbatim explanations). We describe these

in turn. (We have also developed a version of the ASQ for children,

which we dub the CASQ; Seligman, Peterson, Kaslow, Tanenbaum,
Alloy, & Abramson, 1984. Because the CASQ has been used mainly

to investigate depression among children, we postpone its discus-

sion until Chapter 6.)

Other researchers have developed similar measures of causal ex-

planations and explanatory style, opting either for a questionnaire

or for content analysis. Few if any studies have explicitly compared
these measures with the ones we use, but we assume there is some
overlap.
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The ASQ

The ASQ 1 was originally used by Seligman, Abramson, Semmel,

and von Baeyer, (1979) and later described in detail by Peterson,

Semmel, von Baeyer, Abramson, Metalsky, and Seligman (1982).

Respondents are given the following instructions:

Please try to vividly imagine yourself in the situations that follow. If

such a situation happened to you, what would you feel would have

caused it? While events may have many causes, we want you to pick

only one—the cause if this event happened to you. Please write this cause

in the blank provided after each event. Next we want to ask you some

questions about the cause. To summarize, we want you to:

1. Read each situation and imagine it happening to you.

2. Decide what you feel would be the major cause of the situation if it

happened to you.

3. Write one cause in the blank provided.

4. Answer three questions about the cause.

(Early versions of the ASQ asked respondents about the importance

of events, under the assumption that this variable would moderate

correlations with deficits. However, this proved not to be the case,

perhaps because the ASQ events are mostly of equal importance to

respondents.)

The ASQ presents subjects with six bad events (e.g., you meet a

friend who acts hostilely toward you; you can't get all the work
done that others expect of you) and six good events (e.g., you do a

project that is highly praised; your boyfriend or girlfriend is treating

you more lovingly). We ask the subjects to rate the cause of each

event on 7-point scales according to its internality versus external-

ity, stability versus instability, and globality versus specificity.

So, for each cause, subjects answer the following questions:

Is this cause due to something about you or something about other peo-

ple or circumstances?

In the future will this cause again be present?

Is the cause something that just influences this situation or does it also

influence other areas of your life?

Ratings are made in the direction of increasing internality, stability,

and globality, and they are averaged across the good and bad events

separately. We sometimes form a composite explanatory-style score

by combining scores from the three dimensions.

Tennen and Herzberger (1986) reviewed the available evidence
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bearing on the reliability and validity of the ASQ, drawing several

conclusions, which we repeat here. First, a variety of subject sam-

ples can complete the ASQ without difficulty. Second, the internal

consistencies of the individual dimensions are moderate, with alpha

coefficients ranging from .40 to .70. Third, the internal consistencies

of the composite scores are much more satisfactory, with alpha

coefficients of .70 or more. Fourth, the test-retest reliabilities are

respectably high over periods of weeks to months (r
/s= .60 or above).

Fifth, a variety of evidence, mostly from studies of depression, sup-

ports the construct validity of the ASQ. We review this evidence

ourselves, in the present chapter and in Chapter 6.

With respect to the ASQ, we need to scrutinize several matters

further. In our recent research, we have bolstered the reliability of

the ASQ's individual dimensions by increasing the number of events

for which causes are offered (Peterson & Villanova, 1988). This is a

psychometrically straightforward strategy and yields reliabilities for

the individual dimensions in the .70 to .85 range. However, we
thereby move some distance from the validity evidence of the orig-

inal ASQ.
Some might wonder if subjects completing the ASQ know what

is being measured. If some number of subjects can see through the

purpose of this test, this might bias their answers, because clearly

there is a "desirable" way to respond to questions. Here we can

rest comfortably, though, because Schulman, Seligman, and Am-
sterdam (1987) specifically investigated the transparency of the mea-

sure, finding that even subjects given explicit instruction in what
the test was trying to measure could not produce these answers.

Nor did a promised reward of $100 for producing the "best" score,

given these instructions, influence how subjects answered.

Explanatory style for good events is not well understood. How-
ever, researchers find that causal explanations for good events oc-

casionally relate to variables like depression, usually in a fashion

opposite to causal explanations for bad events. That is, external,

unstable, and specific explanations for good events sometimes cor-

relate with depression (Peterson & Seligman, 1984). And explana-

tory style for good events is usually independent of explanatory

style for bad events (Peterson, Semmel, et al., 1982), which means
that their opposite patterns of correlation are not due to the con-

founding of the one style with the other.

Another matter concerns the relationship among the three dimen-

sions of explanatory style. In many studies using the ASQ, inter-

nality, stability, and globality are substantially correlated (within good
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events and within bad events). In studies with expanded versions

of the ASQ, internality often stands alone, and stability and glob-

ality continue to be highly entwined. Does this mean that explana-

tory style should be described in terms of one or two dimensions

rather than three?

When learned helplessness theory was revised along attributional

lines, the three dimensions of causal explanation were proposed to

encompass concerns of the academic psychologist (i.e., locus, time,

and space). Naive psychologists may construe matters differently

(Heider, 1958). And as we have seen, other theorists have proposed

additional dimensions along which explanations can be described.

The eventual answer to this question about the dimensionality of

explanatory style will determine the way we regard composite scores

(Peterson, 1991). To date, we have treated composites as simply

reliable predictors of future helplessness. If explanatory style proves

multidimensional, we can still form composite scores. However, the
'

'reliability" of the composites will then be moot. Expectations will

be reinterpreted as multidimensional, and perhaps configural scor-

ing of the ASQ will be indicated. In any event, research to date

using composites has made it impossible to test the differential pre-

dictions about the individual attributional dimensions (Carver, 1989).

A final issue with regard to the ASQ has to do with the causal

ambiguity of the hypothetical events. Before the ASQ took its final

form, we conducted pilot tests to find events that would elicit a

range of explanations by the respondents. For some events, there

is a consensus about operative causes. Explanations for these events

are not psychologically interesting. For example, one of the events

on the ASQ asks subjects to imagine that they have been unsuc-

cessful in looking for a job. Whenever the nation's economy is poor,

we fear that we need to replace this question, because so many
subjects offer the same cause for this event: "There are no jobs to

be found." The need for caution in choosing our events is obvious.

The ASQ can be regarded as a projective test in the sense that it

works best when the subject's explanations are not overly con-

strained by the presented events. (Note: We do not mean to imply

that causal explanations are unconscious.) We have mentioned two

constraints: reality and a high consensus about operative causes.

Another constraint occurs when the event is completely irrelevant

to the subject. Tennen and Herzberger (1986) argued that questions

about dating or school grades are probably irrelevant to samples of

expectant mothers or elderly individuals; however, some studies have

administered the ASQ to such samples. We suspect that subjects
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will answer "off the top of their head" and reveal nothing interest-

ing about themselves (Taylor & Fiske, 1978).

The CAVE Technique

When helplessness theory was revised to include causal explana-

tions, some critics suggested that people did not necessarily offer

spontaneous causal explanations for the events they encountered

(Wortman & Dintzer, 1978). If valid, this criticism is a serious one.

However, as we noted earlier, current opinion holds that people do

explain without prompting many of the events they encounter

(Weiner, 1985). In particular, events that are aversive, surprising,

and/or unusual elicit an "attributional search" (Wong & Weiner, 1981).

Note that these are exactly the kinds of events that should produce

learned helplessness in and out of the laboratory. As philosopher

Charles S. Peirce (1955) observed, the purpose of thought is to allay

doubt. (The fact that people are less likely to make causal explana-

tions for good events may explain why bad events are more harm-

ful to a person's well-being than good events are beneficial. Perhaps

if one is to savor a good event, he must be "mindful" of its possible

causes; Langer, 1989.)

As you might imagine, we have been interested in causal expla-

nations for a long time, and so we see them everywhere: in letters,

newspaper editorials, therapy transcripts, term papers by our stu-

dents when they hand them in, excuses by our students when they

don't, television interviews, advice columns, song lyrics, sports sto-

ries, political speeches, personal ads, billboards, religious writings,

and even bathroom graffiti. Indeed, we were struck by the similar-

ity between these spontaneous causal explanations and the open-

ended responses written by subjects on the ASQ.
The main difference between the spontaneous causes we see all

around us and the elicited causes we see on the ASQ is that the

latter are followed by ratings for internality, stability, and globality.

It was a small step to wonder if we could rate the spontaneous

causal explanations we encountered in verbal material. If this could

be done reliably, and if different explanations by the same speaker

converged, then we would have an alternative way of assessing ex-

planatory style. To varying degrees, this content analysis procedure

introduces noise into the measurement of explanatory style. But then

again, it allows us to study "subjects" quick, dead, or otherwise

unavailable—so long as they have left a written record containing

causal explanations for events in their lives.
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Thus was born the CAVE technique (Peterson, Luborsky, & Selig-

man, 1983). Although not as extensively developed as the ASQ, this

procedure has been successfully employed in more than a dozen

investigations. An overview of the technique follows (Peterson,

Schulman, Castellon, & Seligman, 1992).

First, some verbal material is more suitable than others. The re-

searcher must be careful not to analyze verbal material in which

factors other than an individual's projected explanatory tendencies

predominate. Psychotherapy transcripts have proven highly suit-

able. Perhaps surprisingly, so too have sports page quotes.

In contrast, one of us (CP) has read one hundred essays by high

school seniors submitted in support of a college scholarship appli-

cation, in the hope of coding explanatory style and then relating it

to subsequent academic performance. However, these essays proved

useless. Each student wrote about personally relevant matters ("de-

scribe an incident in which you did something you knew to be

wrong"), but the desire to present a desirable image (understand-

able, granted the ultimate purpose of the essay) resulted in virtually

no negative events being acknowledged. Accordingly, there were

few causal explanations. Among those that were made, there was
little variation across students.

Given that suitable verbatim material is available, the second step

is to extract causal explanations from it. These explanations can be

difficult to identify, so we recommend a conservative strategy: ex-

tract only clear examples. Borderline instances of causal explana-

tions (like attributions of responsibility) may be psychologically in-

formative, but the CAVE technique is more reliable when only clear

causal statements are used.

To identify a causal explanation, one first locates a good or bad

event that has happened to the speaker. Again, we recommend being

conservative. Unless an event strikes us as clearly good or bad (e.g.,

"I was offered the job I really wanted") or the subject indicates a

clear evaluation ("The evening was horrible"), we steer away from

events of ambiguous valence.

Once we locate an event, we search for a causal explanation. Cer-

tain phrases are clues: "because"; "as a result of"; "since"; "this

led to it"; and so on. The bottom line, however, in determining

whether an attribution is a causal explanation is whether the at-

tributed factor precedes the event in question and covaries with it

(from the perspective of the speaker or writer). If the attributed fac-

tor were absent, would the event not occur? If the event were not

to occur, would the attributed factor have been absent? Using these
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conservative extraction criteria, independent judges agree 90 per-

cent of the time about the presence of particular causal explanations

(Peterson, Bettes, & Seligman, 1985).

The final step is to rate the causal explanations. An event and its

explanation are copied onto index cards and shown to independent

judges who are blind to other information about the speaker or writer.

They are instructed about the ASQ and asked to rate each cause

with 7-point scales according to its internality, stability, and glob-

ality (from the perspective of the subject, not their own). The num-
ber of judges is arbitrary, but we have usually used three or four.

Obviously, the more judges, the higher the reliability of the ratings.

When we first developed the CAVE technique, we gave our judges

extensive instruction and practice. A coding manual was devel-

oped. With four judges, the reliability of ratings of particular attri-

butions along each dimension was highly satisfactory: .80 to .90, as

estimated by Cronbach's (1951) coefficient alpha.

But then we asked judges with no training at all to rate extracted

causal explanations. With just the ASQ instructions, they agreed

just as highly with one another and the trained judges as did the

trained judges among themselves! Granted the ease with which

subjects complete the ASQ, perhaps this is not so surprising. Re-

gardless, the simplest and most reliable step of the CAVE technique

is the rating.

As measured with the CAVE technique, are the causal explana-

tions offered by individuals consistent with respect to internality,

stability, and globality? Four studies suggest that they are. In the

first, sixty-six college students described in writing the two worst

events that had occurred to them in the preceding year (Peterson,

Bettes, & Seligman, 1985). Causal explanations for these bad events

were extracted and rated by four judges for internality, stability,

and globality.

The ratings were collapsed across judges, and those for the first

bad event were correlated with those for the second bad event. In

all cases, the correlations were positive. For internality: r=.25

(p<.05). For stability: r=.49 (p<.001). And for globality: r=.33

(p< .01). The consistency of explanatory style exceeds that of many
individual differences (Mischel, 1968). If we had explanations for

more than two events, consistency would have been even more ev-

ident (Epstein, 1980). For instance, if subjects had written about ten

bad events, the Spearman-Brown formula projects consistencies of

.77 for internality, .91 for stability, and .83 for globality.

The second relevant study supports this extrapolation. We ap-
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plied the CAVE technique to the verbatim statements made by forty

patients in psychotherapy (Peterson & Seligman, 1984). At least five

explanations for bad events were extracted in each case, so we were

able to calculate the alpha coefficients corresponding to the inter-

nality, stability, and globality ratings of these explanations. The fig-

ures were respectably high: .64 for internality, .64 for stability, and

.60 for globality.

The third study extracted causal explanations from open-ended

interviews conducted with ninety-nine men in which they de-

scribed their most difficult experiences during World War II (Peter-

son, Seligman, & Vaillant, 1988). Fifty-nine of these men offered ten

or more explanations for bad events, so we ascertained consistency

by looking at the first ten explanations of these individuals. As es-

timated by coefficient alpha, the consistencies were moderate: .48

for internality, .40 for stability, and .46 for globality. These are lower

than those from the other two studies we just described, and we
think that they result from the particular events described (war ex-

periences). Perhaps the commonality of these experiences reduced

the range of explanations offered for them. Still, an explanatory

"style" was evident.

The fourth study used the CAVE technique to identify and score

causal explanations appearing in the TAT protocols of 108 college

students (Peterson & Ulrey, 1991). Seventy-four of these students

offered at least four causal explanations, and their consistencies, es-

timated by coefficient alpha, were .56 for stability and .55 for glob-

ality. (Internality was not scored because the causal explanations

were made about the protagonists in the TAT pictures, with whom
the subjects may or may not have been identifying.)

Is explanatory style as assessed by the CAVE technique stable

over time? The most impressive demonstration is by Burns and Se-

ligman (1989), who obtained written material (letters and diaries)

spanning five decades from thirty individuals. Composite explana-

tory style for bad events coded from early material correlated sig-

nificantly and substantially with explanatory style coded from later

material (r= .54, p< .002).

The evidence for the construct validity of the CAVE technique is

not nearly as extensive as that for the ASQ. The two measures seem

to converge, but only to a moderate degree (Peterson, Bettes, &
Seligman, 1985). We treat the CAVE technique and the ASQ as al-

ternative measures of explanatory style, but we also believe that

they are not equivalent. Remember that the ASQ inquires about

hypothetical events, whereas the CAVE technique usually assesses
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actual events that happened to the speaker. As a result, the respec-

tive strengths and weaknesses of each procedure differ. Causal ex-

planations for actual events are closer in time to the difficulties that

follow bad events. In this sense, the CAVE technique has greater

ecological validity than the ASQ. On the other hand, it seems clear

that the actual internality, stability, and globality of causes will di-

lute the CAVE technique more than the ASQ. In this sense, the

ASQ probably has greater predictive validity than the CAVE tech-

nique (Schulman, Castellon, & Seligman, 1989).

We have not played off the two techniques in our research to

date, although it is important that we eventually do so. Instead, we
have usually used one technique or the other, whichever has been

the more convenient, and looked for convergence across our differ-

ent investigations. In our studies of depression (Chapter 6) and ill-

ness (Chapter 8), for instance, the ASQ and the CAVE technique

yield comparable results. Nevertheless, the difference between the

two measures should be kept in mind.

EMPIRICAL STUDIES OF EXPLANATORY STYLE

The helplessness reformulation has generated several hundred em-
pirical investigations, most of which are concerned with explana-

tory style. And of these, most looked at the link between explana-

tory style and depression. We discuss these studies of depression

in Chapter 6. In this section, we give an overview of the "other"

investigations of explanatory style. Our coverage is necessarily se-

lective and focuses on studies using the ASQ or CAVE technique.

Although our own investigations end up being emphasized, we be-

lieve that they at least exemplify the sorts of studies conducted to

date.

Does Explanatory Style Predict Causal Explanations?

By definition, explanatory style should predispose the causal expla-

nations a person makes. All things being equal, someone with an

internal style should offer internal explanations for bad events that

are encountered, someone with a stable style should offer stable

explanations, and so on. This hypothesis can be cast in three differ-

ent forms.

The weakest of these is that measures of explanatory style are

internally consistent. Remember that the ASQ and the CAVE tech-

nique index style by aggregating explanations for a variety of events.
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Were explanatory "style" unrelated to particular explanations, the

reliability of these measures would be nil. This is not the case, so

explanatory style predicts explanations in this sense.

Another form of the hypothesis looks at the relationship between

ASQ scores and explanations assessed by the CAVE technique. As
noted in our earlier section on assessment, scores from these two

procedures indeed correlate as we would expect. A study of college

students writing about the "two worst events" in the last year (Pe-

terson, Bettes, & Seligman, 1985) and a study of depressed patients

describing the circumstances that brought them to psychotherapy

(Castellon & Seligman, 1985) both found that explanatory style mea-

sured with the ASQ agreed with explanatory style measured with

the CAVE. In both cases, correlations were in the .30 range. How-
ever, discriminant validity of the individual dimensions was not ev-

ident. In other words, although a given dimension as measured by

the ASQ correlated with the corresponding dimension as measured

by the CAVE, so too did it correlate with the other dimensions, and
vice versa.

A third and perhaps the most important form of the hypothesis

is that measures of explanatory style from hypothetical events pre-

dict causal explanations of actual events. In several studies testing

this version of the question, the measure of explanatory style has

been the ASQ, and the actual events have been failure at a labora-

tory task or a stressful life event befalling the subject in the recent

past. In either case, causal explanations are elicited for these actual

events and rated by the subject as in the ASQ.
In a representative study, Cutrona, Russell, and Jones (1985) ad-

ministered the ASQ to eighty-five women in their third trimester of

pregnancy. At this time, the women were also asked to describe up
to three stressful events that had occurred to them in the past two

years. For each event, the "one major cause" was reported and then

rated for internality, stability, and globality. Two weeks after giving

birth, these women again made explanations for the three most

stressful events involved in childcare, the three most common
symptoms of "maternity blues" (tearfulness, anxiety, and irritabil-

ity), and the most upsetting event of the past two weeks. Again,

subjects rated each explanation along the dimensions of interest to

the helplessness reformulation. Finally, eight weeks after giving birth,

the women again made explanations for stressful aspects of child-

care.

According to Cutrona et al. (1985), their results do not support

the hypothesis that explanatory style predicts explanations of actual
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events. We disagree. Inspection of Table 5 in their research report

shows that all but one of the correlation coefficients they computed

between explanatory style and actual explanations are in the pre-

dicted direction. About half are statistically significant. Granted that

explanations for events like childcare and postpartum symptoms are

apt to have a large reality component, we feel that explanatory style

fares quite well in predicting actual explanations by these women
(see also Gilmor & Reid, 1979; Gong-Guy & Hammen, 1980; Metal-

sky, Halberstadt, & Abramson, 1987).

Let us address an issue that is critical in understanding much of

the controversy surrounding studies of explanatory style. Because

explanatory style is an individual difference, most studies com-

pute correlations between explanatory style and other measures.

These correlations are invariably in the predicted direction, and some
number of them achieve statistical significance. No one would dis-

agree that these statements summarize this body of research. How-
ever, considerable disagreement occurs over how to interpret the

magnitude of these statistically significant correlation coefficients.

In other words, how big is big? When should correlation coeffi-

cients be taken seriously, and when should they be dismissed?

This issue came to a head some years ago when Mischel (1968)

reviewed the empirical literature bearing on the cross-situational

consistency of personality characteristics. Most findings were bound
by an r=.30 limit, which Mischel dismissed as too small for psy-

chologists to bother with. His conclusions have been widely influ-

ential in psychology, and we find many of the criticisms of our re-

search with explanatory style strangely reminiscent of his more
general critique of personality psychology.

However, this is no longer the 1960s, and we should trade in

simple criticisms for a keener understanding of how to evaluate cor-

relational research. Within mainstream personality psychology,

Mischel's criticisms have been rebutted. Unfortunately, the rest of

psychology has not yet heard how this story ended. A full review

of the recent history of personality psychology is not appropriate

here (but see Peterson, 1992b). Let us draw two conclusions from

this history that specifically pertain to our present discussion.

First, personality psychologists have come to appreciate the need

to aggregate measures of individual differences into composites. This

has long been recognized on the "questionnaire" end of personality

research; all such measures have multiple items in order to achieve

a reliable score. Only recently has the same mentality been applied

on the "behavior" end of research (Epstein, 1980, 1983, 1984). In
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other words, multiple items reflecting the behavior to be predicted

by a personality questionnaire are also needed for reliability. Re-

search that measures behavior (read actual causal explanations) in

but one or a few ways runs the risk of poor results, not because

people are inconsistent but because studies are procedurally inade-

quate.

Second, the dismissal of .30 correlation coefficients as "too small"

is unwarranted. Most of us know that if we square a correlation

coefficient, the resulting figure is the percentage of variance in one

variable accounted for by the other variable. Nine percent of the

variance doesn't seem like very much, and we can be persuaded

that other considerations are much more important.

But let's slow down and examine the argument here. What does

it mean to account for 9 percent of the variance? Rosenthal and
Rubin (1982) show that a .30 correlation coefficient reflects the same
proportion of variance as a medical treatment that reduces our risk

of death from 65 percent to 35 percent. And Funder and Ozer (1983)

calculate the percentage of variance accounted for by situational ma-
nipulations in the well-known Milgram (1963) study of destructive

obedience and the Darley and Latane' (1968) investigation of by-

stander apathy. In both cases, it's about 9 percent, again, the same
proportion of variance associated with a correlation coefficient of

r=.30. Because most of us would take quite seriously the medical

treatment described, and because these social psychology studies

are widely regarded as proving the power of situational determi-

nants of behavior, the much-maligned .30 correlation is important

after all (Peterson, 1991).

At any rate, we think these considerations help in the interpre-

tation of studies looking at the relationship between explanatory

style and actual explanations. Procedurally adequate studies that

achieve correlations in the .30 vicinity constitute good support of

the hypothesis. Procedural adequacy involves events with ambigu-

ous causes, multiple measures of actual explanations, and a suffi-

cient sample size (Peterson, Villanova, & Raps, 1985). Such studies

exist. For instance, Peterson and Villanova (1988) administered to

140 subjects an expanded version of the ASQ that elicited explana-

tions for twenty-four hypothetical bad events. One month later, the

subjects returned and described the four worst events that had oc-

curred to them in the past month. In each case, they described the

"one major cause" and rated it for its internality, stability, and glob-

ality. These ratings were then averaged over the four events.

Explanatory style predicted actual explanations. Internal explan-
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atory style correlated .32 (p< .001) with internal explanations, stable

explanatory style .18 (p<.05) with stable explanations, and global

explanatory style .36 (p<.001) with global explanations. However,

it is one thing to show that internal explanatory style predicts the

internality of actual explanations, and it is another thing to show
that this correlation is higher than correlations between internal ex-

planatory style and the stability or globality of actual explanations.

Pelerson and Villanova found that internal explanatory style and

global explanatory style fared well by this criterion, but stable ex-

planatory style did not. In particular, stability was entwined with

globality. Thus, we conclude that explanatory style predicts actual

explanations but that the discriminant validity of the particular at-

tributional dimensions has not been fully demonstrated.

What Are the Correlates and Consequences of Explanatory Style?

According to the helplessness reformulation, explanatory style in-

fluences the boundary conditions of deficits following uncontrolla-

bility. A number of studies have looked at the relationship between

explanatory style and various human ills. For the most part, these

investigations correlate explanatory style with the magnitude of

people's difficulties. Strictly speaking, this is not the exact hypoth-

esis of the helplessness reformulation. Instead, research should look

at the chronicity of problems and their pervasiveness as a function

of explanatory style. To the degree that chronic and pervasive prob-

lems are also large-magnitude problems (and this is certainly a rea-

sonable assumption), then these studies indeed bear on the refor-

mulation. However, they cannot speak to the roles of the particular

dimensions of explanatory style.

We note further that the most appropriate investigations of ex-

planatory style and deficits use a longitudinal design: measuring

explanatory style at Time One and difficulties at Time Two. This of

course is dictated by our conception of explanatory style as a risk

factor. Too many investigations, by others as well as us, test an

extremely weak version of the reformulation by gathering all mea-

sures simultaneously. Cross-sectional investigations cannot answer

questions about the direction of causality. Further, response sets

and other procedural confounds can inflate correlations among si-

multaneous measures. One partial solution is to spread the research

over time and assess the Time One level of whatever deficit one

wishes to predict at Time Two for use as a covariate. If explanatory

style predicts subsequent deficits even with baseline deficits held
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constant, then strong support for the risk factor conception is at

hand.

We have just started to conduct these more stringent investiga-

tions ourselves, because these seem sensible only when cross-

sectional studies are supportive. (Appreciate, though, that the lack

of a simultaneous correlation does not mean that a correlation across

time will also be zero. According to the reformulation, bad events

must accrue before explanatory style does its damage.) In this sec-

tion, we review the handful of longitudinal investigations as well

as the more common cross-sectional studies. As we have already

noted, the numerous studies of explanatory style and depression

are reviewed in Chapter 6.

Laboratory Helplessness. Any of a number of experiments show that

particular causal explanations affect laboratory helplessness in the

expected ways, and some of these experiments were reviewed in

the preceding chapter. Perhaps surprisingly, though, relatively few

studies have looked at how preexisting explanatory style mediates

the effects of uncontrollable events manipulated in a laboratory ex-

periment. This is unfortunate because laboratory experiments allow

the most fine-grained test of the reformulation and in particular of

the specific roles assigned to the dimensions of internality, stability,

and globality.

Although the available studies tell a coherent story, we are not

happy with the available laboratory support for the reformulation.

Although most studies are consistent with the reformulation in that

a particular dimension of explanatory style is linked with a particu-

lar deficit following bad events in the laboratory, few of these stud-

ies explicitly ruled out the confounding effects of the other two di-

mensions. So Alloy, Peterson, Abramson, and Seligman (1984) linked

global explanatory style to generalized failure following uncontroll-

ability, using internality and stability for bad events as covariates in

their analyses. Virtually no other study to date has been this re-

fined.

Laboratory investigations of the helplessness reformulation have

been underutilized to date. We speculate that this neglect stems

from two related reasons. First, psychologists interested in person-

ality dimensions like explanatory style are drawn to out-of-the-

laboratory applications. Second, it is quite difficult (although not

impossible) to investigate individual differences in conjunction with

situational manipulations in laboratory experiments. Manipulations

of situational factors must be strong enough to affect dependent
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measures but not so strong as to swamp the effect of individual

differences. The choice of particular parameters is thus crucial, and
many researchers lack either the skill or the patience to conduct

such investigations. Needless to say, these are not good scientific

reasons for neglecting laboratory studies, and we hope that in the

future, experimentalists test the helplessness reformulation more
frequently.

Helpless Behaviors. One of the curious things about learned help-

lessness research, at least as conducted with people, is that it is

seldom concerned with helplessness per se. Research generated both

by the original helplessness model and by the reformulated model

looks at outcomes ostensibly reflecting helplessness, like anagram

failure or depressed mood, but not at specific helpless behaviors.

To remedy this shortcoming, Peterson (1986) studied the relation-

ship between explanatory style and instances of helplessness that

people display in their everyday life.

To identify candidates of helplessness for investigation, Buss and
Craik's (1984) act-frequency approach was employed. This strategy

in turn is borrowed from experimental psychology where it has been

used to map the specific instances exemplifying abstract concepts.

Subjects are asked to nominate possible examples of some concept

(like fruit, or game, or helplessness). Other subjects rate the "good-

ness" of these instances as examples. Subjects agree highly whether

particular instances are good or poor instances of a given concept.

The good instances are regarded as prototypes that capture the es-

sence of the concept in question.

Peterson (1986) followed this procedure to identify the prototypic

behavioral instances of helplessness shown in Table 5-2. Note that

many of these helpless behaviors are inherently social in nature: for

example, refusing to do things on one's own; letting others make
decisions; and using other people as crutches. Granted the concern

of helplessness research with achievement, this characterization is

unanticipated yet intriguing. It suggests that future investigations

of helplessness look more specifically at its social context.

At any rate, Peterson (1986) developed a self-report questionnaire

that asked subjects to describe how many times in the past month
they had performed each of the helpless behaviors. The question-

naire was completed by seventy-five undergraduate students. To
validate these answers, a friend of each subject completed a parallel

questionnaire asking about the behaviors of this particular subject.
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Table 5-2. Prototypical Examples of

Helplessness.

I didn't leave my house all day.

I didn't cook for myself.

I was unable to fix a broken object.

I gave up in the middle of doing something.

I didn't compete when given the opportunity.

I let someone take advantage of me.

I asked others to do something for me.

I didn't stand up for myself.

I let someone else make a decision for me.

I used another person as a crutch.

I refused to do something on my own.

Source: Peterson, C. (1993). Helpless behaviour.

Behaviour Therapy and Research. In press. © 1993 by

Pergamon Press Ltd. Adapted by permission of

the publisher.

Agreement was substantial, and so this "helplessness question-

naire
7
' appears valid.

In the present context, two further findings should be pointed

out. First, subjects' responses to the helplessness measure cohered.

In other words, helplessness as measured is a psychological state of

some generality. This, of course, is consistent with the original

helplessness model and its conception of helplessness as a general

set of deficits. Second, Peterson (1986) also asked the subjects to

complete a version of the ASQ, and he found that helpless behav-

iors were more frequent among those who explained bad events

with internal, stable, and global causes than among those who fa-

vored external, unstable, and specific explanations (r=.23, p<.05).

And again this finding is consistent with the helplessness reformu-

lation.

Further support comes from the work of Nolen-Hoeksema, Gir-

gus, and Seligman (1986). We asked grade school teachers to rate

the extent that their students performed "helpless" behaviors like

preferring easy problems to difficult ones. The explanatory style of

these students, assessed three months earlier with the CASQ, pre-

dicted these ratings. These findings converge with those of Peter-

son (1986) to show that explanatory style is linked to concrete in-

stances of helpless behaviors.

Reactions to Life Events. Formally speaking, the helplessness refor-

mulation is a diathesis-stress model of disorder. A preexisting
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weakness (pessimistic explanatory style) interacts with an environ-

mental stressor (bad event) to produce difficulties for an individual.

One particularly appropriate way to test the reformulation is by seeing

how well it accounts for a person's reactions to bad life events. Sev-

eral studies of this kind have been investigated; most look at

depression as consequences and are therefore described in Chapter

6. However, some of these studies have looked at other conse-

quences, and so we discuss them here.

In the study described earlier, Peterson and Villanova (1988) mea-

sured explanatory style of 140 undergraduates who returned one

month later to describe the four worst events that had occurred to

them in the meantime. In their descriptions, they rated the degree

to which each bad event had long-lasting consequences and the de-

gree to which each had broad consequences. Composite scores were

formed by averaging these ratings across the four events.

Did prior explanatory style correlate with these composites? Stable

explanatory style predicted long-lasting consequences (r=.19, p<.05),

but so too did global explanatory style (r=.18, p<.05). In contrast,

global explanatory style predicted pervasive consequences (r=.38,

p<. 001), and to a greater degree than did stable explanatory style

(r=.18, p<.05). Internal explanatory style was related to neither

chronicity nor generality of the consequences of bad events. The
general pattern of these results is consistent with the helplessness

reformulation, although the discriminant validity of the particular

dimensions is not strongly supported.

Williams and Brewin (1984) studied people's reactions to failing a

test for a driver's license. Although their investigation is limited by

an extremely small sample size (n = 30), some of their findings are

consistent with the helplessness reformulation. When men ex-

plained their failure with stable terms, they reduced their expec-

tancy for future success at the test. (This did not happen for women.)
Other findings from this study failed to support predictions. These

researchers included an intriguing measure to operationalize persis-

tence: how quickly subjects reapplied for another driving test fol-

lowing their failure. Reapplication was not correlated with expla-

nations for failure, although it was predicted by a subject's pretest

expectancy for success and incentive for success.

Anderson (1983) studied the effects of explanatory style on per-

sistence following a failure. Using his own measure of explanatory

style, he identified subjects who explained failure in terms of char-

acter deficits (in our terms: internal, stable, and global causes) ver-

sus subjects who explained failure with behavioral mistakes (i.e.,



172 Learned Helplessness

internal, unstable, and specific causes). These subjects were then

asked to make phone calls to recruit blood donors. Their initial call

was to a confederate who refused to cooperate. Thus, all subjects

failed in their initial request. Subjects were then given the names

and phone numbers of more individuals to call. Consistent with the

notion that pessimistic explanatory style leads to passivity, subjects

who explained bad events with character deficits showed lower ex-

pectations of success, made fewer phone calls, and were less suc-

cessful at obtaining volunteers than subjects who explained bad

events with behavioral mistakes.

Another aspect of Anderson's (1983) study was a situational ma-

nipulation for the original failure. Again, subjects were induced to

explain the refusal of the confederate either in terms of their char-

acter (lack of persuasiveness) or in terms of their behavior (incorrect

strategy). Results paralleled those for preexisting explanatory style

(Anderson & Jennings, 1980). Taken together, these results strongly

support the helplessness reformulation as an account of how people

respond to bad events in their lives.

Major, Mueller, and Hildebrandt (1985) looked at the relationship

between causal explanations and how women coped with the after-

math of an abortion. Women who blamed their character (i.e., in-

ternal, stable, and global cause) for their pregnancy had more phys-

ical complaints and anticipated more negative consequences than

women who blamed their behavior (i.e., internal, unstable, and

specific cause). Major et al. (1985) also found that poor coping was
predicted by the expectation that one would cope poorly, intention-

ality of the pregnancy, and meaningfulness of the pregnancy. Inter-

estingly, women who were accompanied by their partner to the

abortion clinic coped less well than women who went alone. This

finding seems to counter conventional wisdom, although a straight-

forward attributional interpretation is possible. Perhaps the women
who experienced this stressful event by themselves consequently

inferred that they were more capable individuals.

In a cross-sectional study, Newman and Langer (1981) looked at

how women responded to divorce. They distinguished between

person attributions, by which they mean explanations in terms of

either marriage partner, and interactive attributions, by which they

mean the particular mesh of the two people in the marriage. Pre-

sumably, interactive attributions are much less stable and global than

person attributions. Women who explained their divorce in these

terms were indeed happier and more active following the divorce

than those who employed person attributions.
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A number of studies have looked at how causal explanations are

related to people's reactions to physical injury or disease. Here the

results are quite inconsistent (e.g., Abrams & Finesinger, 1953; Bard

& Dyk, 1956; Bulman & Wortman, 1977; Mastrovito, 1974). The rel-

evance of most of these investigations to the helplessness reformu-

lation is unclear, because explanatory style is rarely assessed. In-

stead, particular explanations for the particular disease are

ascertained; reality may confound these explanations to varying and

unknown degrees. For example, Taylor, Lichtman, and Wood (1984)

found no relationship between a woman's particular causal expla-

nations and her adjustment following breast cancer. Consistent with

the original helplessness model, though, these researchers found

that someone's perceived control over her cancer did predict good

adjustment. This effect was obtained whether the patient saw her-

self as in control (primary control) or her physician (secondary con-

trol).

In a related line of research, Steele and Southwick (1981) investi-

gated the impact of fear-based appeals to reduce drinking as a func-

tion of how the alcoholism was explained. Drinkers who were told

that alcoholism was an incurable (stable) disease were less per-

suaded to stop drinking than those who were told that alcoholism

was the result of learned behavior (unstable). If this is a general

finding, it has important implications for the way alcohol and drug

treatment should be conducted; abusers should not be told that they

suffer from a progressive disease, as is done in Alcoholics Anony-
mous and similar twelve-step programs. This only makes the prob-

lem to be solved more daunting than it already is (see Peele, 1989).

Finally, several studies have looked at how causal explanations

affect the response of those whose loved ones have a serious injury

or illness. Mothers of infants with perinatal complications expected

greater caretaking problems when they blamed other people for their

child's problem than when they blamed their own behavior (Af-

fleck, Allen, McGrade, & McQueeney, 1982). To us, this result re-

flects differences in perceived controllability, but this is an infer-

ence. A more recent study by Tennen, Affleck, and Gershman (1986)

supports our conclusion, because they found explicit support for

the notion that perceived control by the mother of an at-risk infant

predicts better coping.

In sum, the helplessness reformulation often seems a reasonable

account of how individuals respond to bad events in their lives. At

the same time, the particular roles assigned to individual dimen-

sions of explanatory style have yet to be demonstrated. Further,
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single explanations for particular oad events show a much more

variable relationship to responses, perhaps because of reality con-

tamination. The ideal investigation of how explanatory style influ-

ences response to naturally occurring bad events needs to be lon-

gitudinal and prospective. There are logistic problems in mounting

such a study, although the CAVE technique may solve some of these

difficulties.

Self-Esteem. The reformulation predicts that internal explanations

for bad events are associated with loss of self-esteem. Empirical

support for this claim comes from a variety of studies that have

examined both particular causal explanations and explanatory style

in both cross-sectional and longitudinal designs (e.g., Brewin &
Shapiro, 1984; Devins, 1982; Fielstein et al., 1985; Girodo, Dotzen-

roth, & Stein, 1981; Ickes & Layden, 1978; McFarland & Ross, 1982;

Rothwell & Williams, 1983; Weiner, 1979). However, it is not clear

that internal explanatory style is more strongly related to poor self-

esteem than stable or global explanatory style. Peterson and Villan-

ova (1986), for instance, found that all three dimensions of explan-

atory style were correlated with self-esteem, but none more so than

the others. Again, evidence for the discriminant validity of the par-

ticular dimensions is lacking.

Political Popularity. In one of the most intriguing studies of explan-

atory style, Zullow and Seligman (1990) coded explanatory style from

the nomination acceptance speeches of Republican and Democratic

presidential candidates from 1900 to 1984. We also quantified the

degree to which each candidate ruminated about bad events. A
composite of explanatory style and rumination successfully pre-

dicted the outcomes of the subsequent elections: pessimistic rumi-

nators in eighteen out of twenty-two elections were defeated. In-

deed, the margin of defeat was a function of the degree of pessimistic

rumination evidenced in the speeches, even when likely third vari-

ables such as incumbency and initial popularity in political polls

were held constant. The American electorate apparently responds

well to a hopeful message.

How Does Explanatory Style Originate and Change?

Although social psychologists have long been interested in the de-

terminants of particular causal explanations, little is known about

the determinants of explanatory style. The helplessness model is



The Attributional Reformulation 175

neutral on this issue. Nevertheless, a full account of how explana-

tory style influences learned helplessness must explain both how it

originates and how it changes (Fincham & Cain, 1986). We will not

always be content merely to describe the mechanisms that produce

human ills. We someday would like to undo these processes when
they occur and even to prevent them in the first place.

Kelley (1973) distinguished between two general determinants of

particular causal explanations. The first is covariation information

contained in the actual occurrences of events in the world. By in-

duction, people can infer cause-effect relationships from this infor-

mation. The more likely some event is to covary across time and

situations with an outcome of interest, the more likely that event is

to be considered a cause.

The second determinant of causal explanations that Kelley (1973)

described is a causal schema: an already abstract belief about the

causes of particular events. When people encounter these events,

they draw on their causal schema to identify the causes. Presum-

ably, a causal schema is imparted to an individual during socializa-

tion, through any of a number of means.

The distinction between these two general determinants of causal

explanations blurs upon examination. "Pure" induction seems not

to exist. When people judge the relationships among causes and

effects, they do so in light of already-existing beliefs. And people

are more versus less likely to rely on a causal schema according to

its success in particular instances.

These determinants of causal explanations can be extrapolated to

explain the origins of explanatory style. Repeated experience with

events that lead one to make the same explanations should even-

tually produce a consistent explanatory style. Repeated exposure to

a causal schema that encourages one to make the same explanations

should similarly lead to a consistent explanatory style.

Several studies suggest that a history of bad life events is associ-

ated with pessimistic explanatory style (cf. Brewin & Furnham, 1986;

Feather & Barber, 1983; Jackson & Tessler, 1984; Peterson, Schwartz,

& Seligman, 1981). Notice the complexity here. Pessimistic explan-

atory style may lead a person into difficulties, which in turn will

strengthen his tendency to explain bad events in a pessimistic fash-

ion. A similar phenomenon seems to exist with respect to depres-

sion, where explanatory style can be both a cause and a conse-

quence (Nolen-Hoeksema, Girgus, & Seligman, 1986).

A few studies have taken an explicit look at the origins of explan-

atory style. Nolen-Hoeksema (1986) studied young children to see
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when and how explanatory style emerged. She would pose nega-

tive events to them ("another kid doesn't want to play with you")

and probe for causal explanations. Among four-year-olds, one fre-

quent response was a solution to the bad events ("I'd tell the

teacher"). Perhaps causal explanations start to be entertained when
solutions fail.

A consistent style begins to emerge when children are about eight

years old, which makes sense in light of what is going on with

children's cognitive development (Fincham & Cain, 1986). Prior to

age eight, children tend not to judge accurately their success and

failure, and they tend not to think in terms of the stability and glob-

ality of causes. But once these abilities are present, an explanatory

style indeed emerges that is related to outcomes as the helplessness

reformulation predicts.

In another study, child-rearing variables were linked to adult ex-

planatory style (Peterson & Bossio, 1991). This investigation began

in the 1950s, when mothers of young children were given extensive

interviews about how they treated their children. These children

were then recontacted almost forty years later, when they com-

pleted a measure of explanatory style. We found that harsh and

inconsistent treatment during childhood was associated with a pes-

simistic explanatory style during middle adulthood.

We think also that explanatory style can be learned as a whole.

Research by Carol Dweck suggests that children come to explain

their own academic failures in accordance with the causal attribu-

tions contained in the criticisms of their teachers (e.g., Dweck, Da-

vidson, Nelson, & Enna, 1978; Dweck, Goetz, & Strauss, 1980).

"Stable" criticisms by teachers ("you're hopeless") give rise to stable

self-attributions; "unstable" criticisms by teachers ("you're not

trying") give rise to unstable self-attributions; and so on.

In an intriguing study, Pious and Zimbardo (1986) ascertained the

explanatory styles of psychoanalysts and behavior therapists. Each

type of clinician explained events as one would expect given their

training. Psychoanalysts favored dispositional explanations, whereas

behavior therapists pointed to situational causes. It seems that part

of professional education is the socialization of causal explanation.

This conclusion can probably be generalized much more broadly;

consider the explanatory styles fostered by grade school primers (see

Dick and Jane offer unstable explanations for bad events), catechism

classes, gossip columns, television shows, the Cub Scouts, bumper
stickers, newspaper editorials, and rock songs.

Seligman et al. (1984) compared the explanatory styles of parents
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and their children and found that youngsters of both sexes ex-

plained events like their mothers did. The explanatory styles of fa-

thers were unrelated to those of their spouses or their children. These

subjects were mostly from traditional middle-class families, so we
assume that both mothers and children spent more time with each

other than they did with fathers. We would therefore expect to see

similar explanatory styles. A longitudinal study here would be in-

teresting, because it might reveal the direction of influence between

mothers and children.

Some recent research suggests that explanatory style may be her-

itable. Schulman, Keith, and Seligman (1991) administered the ASQ
to sets of identical twins (n = 115) and fraternal twins (n = 27).

Correlations were quite high between ASQ scores for bad events

among identical twins but not among fraternal twins, implying some
sort of genetic influence. The magnitude of this influence is com-

parable to that demonstrated for other personality characteristics.

Let us be clear that
//
heritable

,/

does not mean inherited as a whole.

Rather, the term has a more technical meaning: variation in the

characteristic (i.e., explanatory style) is correlated with genetic var-

iation. Heritability is a property of a group of individuals, not any

given person. That a characteristic is heritable does not at all rule

out environmental influence or malleability. Finally, a characteristic

may prove heritable not because it is directly influenced by genetics

but because of an indirect influence. Future research will need to

investigate the possibility that explanatory style proves heritable be-

cause of the influence of such factors as temperament.

Given that a person has a particular explanatory style, how and
why does it change? Again, the helplessness model is neutral on
this matter. And again, not that much is known about the process

by which explanatory style changes. The evidence we reviewed ear-

lier in this chapter shows that explanatory style is stable across time.

Still, this stability is not 100 percent, which means that it is also

somewhat malleable.

When Abramson et al. (1978) first described the helplessness re-

formulation, they discussed treatment strategies for depression im-

plied by the helplessness model. However, this discussion was very

general: "change unrealistic attributions for failure toward external,

unstable, and specific factors, and change unrealistic attributions for

success toward internal, stable, and global factors" (p. 70). Selig-

man (1981) later elaborated treatment implications, hypothesizing

that explanatory style could be changed in at least two ways. First,

the therapist underscores the possibility of causal explanations other
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than those chronically favored by the individual. Second, the ther-

apist directly challenges the explanations the individual makes, as

Ellis or Beck describe in their cognitively based psychotherapies.

WHAT WE KNOW

In this chapter, we described the reformulated model of learned

helplessness proposed in 1978 by Abramson, Seligman, and Teas-

dale. We placed the model in its theoretical context; we explained

how it has been investigated; and we detailed the important find-

ings. Let us now try to draw some general conclusions about the

reformulation. As in previous chapters, we organize our conclu-

sions into the things we know versus the things we don't.

Here are the conclusions about which we are confident. First,

people's causal explanations for bad events affect their response to

these events in a variety of spheres: motivation, emotion, cognition,

and behavior. Second, people have a characteristic explanatory style:

a habitual way of explaining bad events that can be measured in

several ways, reliably and validly. Our measures have come in for

a fair amount of criticism, but we think that they are as satisfactory

as most operationalizations of individual differences (Peterson, 1991).

Of course, improvement is possible, but researchers keep using the

ASQ. And the CAVE is becoming popular as well. Third, explana-

tory style predicts the vigor or passivity with which people behave

in many domains, exactly as the learned helplessness reformulation

predicts.

Our overall conclusion is therefore positive. With regard to its

general claims, the helplessness reformulation is strongly supported

by the available research. Causal explanations and explanatory style

are concerned with an important aspect of the human condition.

In the context of this positive conclusion, an important qualifica-

tion must be made. With regard to some of its specific claims, the

helplessness reformulation is not so strongly supported. For in-

stance, evidence for the discriminant validity of the particular di-

mensions of explanatory style is missing. The role of bad events has

often not been investigated. The central construct in helplessness

theory—expectation of future noncontingency—has been ignored in

favor of its supposed determinants. The entire process hypothe-

sized by the helplessness reformulation needs to be investigated more

fully. A number of questions about the reformulation require fur-

ther scrutiny, both theoretical and empirical. We now turn to these.



The Attributional Reformulation 179

WHAT WE DON'T KNOW

Throughout this chapter, we have noted problem areas. Let's gather

them together in one place. First, how is explanatory style related

to other cognitive personality variables? Other theories suggest that

factors besides causal explanations affect the way people respond

to bad events. These constructs deserve further comparison and

contrast with helplessness constructs. If they differ, perhaps they

should be added to the model. For instance, the importance (and/

or frequency and/or intensity) of the bad events that produce help-

lessness might dictate the magnitude of ensuing deficits. We would

still hypothesize that stable and global explanations influence the

chronicity and pervasiveness of deficits, respectively, but note that

these parameters may be conceptually distinct from the magnitude

of difficulties.
2

If constructs are redundant, perhaps they should be

collapsed into the helplessness model to flesh out its theoretical

meaning. So we have speculated that causal explanations and cop-

ing may be two sides of the same coin. Assuming this is the case,

we would gain a better understanding of each by acknowledging

their relationship.

Second, what are the fundamental dimensions along which to de-

scribe causal explanations? The helplessness reformulation pro-

poses three. Research to date has had trouble demonstrating that

they are distinct, so maybe a simpler view is indicated. We tenta-

tively suggest two: locus and generality (Peterson, 1991).

Third, whatever happened to expectations? We have elsewhere

stated that expectations are difficult to measure and hence we pre-

fer to focus on causal explanations and explanatory style (Peterson

& Seligman, 1984). This may be too glib. After all, other psychology

research traditions measure people's expectations without much
difficulty (e.g., Bandura, 1986; Rotter, 1966). The helplessness model,

both in its original and reformulated versions, accords such impor-

tance to expectations that renewed attempts at operationalization

are imperative. Perhaps so much attention has been devoted to causal

attributions and explanatory style because these were new addi-

tions to the model. And once the ASQ and the CAVE technique

were devised, these took on a life of their own, and the neglect of

expectations continued.

Fourth, what is the significance of explanatory style for good
events? We have not focused on style for good events in this chap-

ter, but remember what is known. Style for good events often has

the opposite relationship with outcomes as style for bad events. And
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style for good events is independent of style for bad events. Taken

together, these two statements imply that research that looks at both

good and bad style will be able to predict outcomes better than re-

search that looks just at bad style. But we still don't know what

good style means. Studies testing the reformulation have looked

almost exclusively at bad events. Perhaps if researchers additionally

looked at how people respond to good events, the significance of

good style would become clear.

Fifth, how do situational factors interact with explanatory style to

produce particular explanations? We feel that our general view on

the matter is reasonable, but it is precisely that: a general view.

What we need are fine-grained studies that look at both situational

factors and explanatory style.

Sixth, what are the limits on the benefits of an optimistic explan-

atory style? Those who offer external, unstable, and specific expla-

nations for bad events exhibit good cheer and perseverance in most

domains, yet surely there are circumstances that demand sobriety

and caution (Seligman, 1990). When taken to an extreme, our vision

of psychological health is incomplete, even objectionable, because

it implies that individual happiness and achievement are all that

matter. In Chapter 1, we proposed that learned helplessness is very

much a theory for the here and now, but we mean this in a descrip-

tive sense only, hardly a prescriptive one. Perhaps we have an ob-

ligation to round out the meaning of explanatory style by investi-

gating situations in which "optimism" fails.

Finally, let us comment on two other matters concerning explan-

atory style that we do not know enough about. The first poses a

procedural question. Should we develop domain-specific measures

of explanatory style? Researchers in related areas like locus of con-

trol and self-efficacy have tended of late to use questionnaires highly

specific to the outcomes to be predicted. Some explanatory style

investigators have followed suit (e.g., Atlas & Peterson, 1990; Pe-

terson & Barrett, 1987). Prediction may be enhanced, although we
do not know by how much. Several related issues are involved here.

How general an individual difference do we wish to make explan-

atory style? And do gains we might make in prediction with

domain-specific measures offset the difficulty in devising them? And
do we wish to shrink the power of the explanatory style construct

by limiting it to given areas of life?

The second entails a conceptual question. Granted that individu-

als who make internal, stable, and global explanations for bad events

are at risk for various bad outcomes, what determines the particular
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outcome that ensues? Do the same individuals become depressed,

fall ill, fail classes, quit jobs, and lose presidential elections? If so,

then the specificity of explanatory style to any particular problem

must be questioned. This matter is reaching a head in the depres-

sion literature, where the specificity of explanatory style to depres-

sion is being questioned. Of course, the prior question is how prob-

lems like anxiety, depression, illness, academic failure, and the like

themselves covary in the population. If they tend to go together,

then the fact that explanatory style foreshadows them all makes

perfect sense.

But if they don't covary to an appreciable degree, additional con-

siderations must be brought to bear in explaining the apparent abil-

ity of explanatory style to predict them all. As it is currently for-

mulated, helplessness theory may only explain who falls victim to

misfortunes for which they are predisposed by other factors (like

low intelligence in the case of school failure or biochemical abnor-

malities in the case of depression). Perhaps the helplessness refor-

mulation should be considered less a model of one or a few human
difficulties and more a mechanism involved in all manner of prob-

lems. Regardless, our conclusion remains that the reformulation

successfully identifies important constructs.

NOTES

1. Martin Seligman acknowledges the significant contribution of Mary Ann
Layden to the development of the Attributional Style Questionnaire.

2. In its original form, the ASQ contained a scale that asked respondents to

rate the importance to them of the event in question. This rating was eventu-

ally dropped because it proved highly redundant with the globality rating.

However, importance and globality might prove more distinct when con-

sidered across a wider range of events than those used in the ASQ.



Learned Helplessness and

Depression

The first reach outward for learned helplessness was toward

depression, and to this day it remains the theory's most thoroughly

researched application. This chapter's discussion of depression is

divided into four parts. First, we describe it: what kinds there are

and how to recognize them. Second, we take a look at the refor-

mulated learned helplessness theory as it applies to depression.

Third, we discuss the new evidence suggesting that modernity has

brought an epidemic of depression in its wake. How does helpless-

ness theory illuminate this evidence? Finally, we describe several

issues of controversy surrounding the application of learned help-

lessness to depression.

WHAT IS DEPRESSION?

"Depression" is a broad term that encompasses fleeting moods and

chronic disorders. One can make numerous distinctions concerning

depression, but we prefer to focus on three: normal depression, un-

ipolar depression, and bipolar depression.

Normal Depression

Pain and loss are inevitable aspects of being human. We don't get

the jobs we want. We get rejected by people we love. Our parents

die. Our stocks go down. We give bad lectures and write bad books.

We ultimately must face our own death. When such losses occur,

as unique as they may seem to us, how we react is fairly predict-
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able. We feel sad and hopeless. We become passive and lethargic.

We believe that our future looks bleak, that we lack the talent to

make things better. The zest goes out of activities we usually enjoy,

as we lose our appetites for food, company, sex, and even sleep.

After a while, by one of nature's benign mysteries, we start to feel

better. This is what we mean by normal depression, and for someone

not to react to pain and loss in such a way would be cause for

alarm.

The Depressive "Disorders"

Diagnosticians agree that there are two basic depressive disorders:

unipolar depression and bipolar depression. In unipolar depression,

the individual suffers depression without the experience of mania.

In bipolar depression, the individual suffers bouts of both depression

and mania. Mania has a set of symptoms very much the opposite

of depression: euphoria, grandiosity, frenetic talk and action, in-

flated self-esteem, and insomnia. The existence of two mood disor-

ders that seem to go in opposite directions has led the field to use

the term "affective disorders" to embrace unipolar depression, bi-

polar depression, and mania.

Bipolar depression is distinct from unipolar depression. It has the

hallmark of manic episodes, whereas unipolar depressives never ex-

perience them. And bipolar depression is considerably more herit-

able than its unipolar counterpart. In a summary of nine twin stud-

ies of affective disorders, Allen (1976) reported an overall concordance

rate for identical twins of 72% for bipolar illness versus 14% for

fraternal twins. For unipolar depression, however, the concordance

was 40 percent for identical twins versus 11% for fraternals. Differ-

ent concordance rates suggest different entities, with bipolar disor-

der being quite heritable and unipolar disorder only marginally so.

A final line of reasoning that suggests a basic difference between

bipolar and unipolar depression is that bipolar depression responds

to lithium carbonate. Upwards of 80% of bipolars will have their

symptoms of mania, and to a lesser extent, depression, alleviated

by this medication. When bipolars are maintained on lithium pre-

ventatively, only 34% relapse, in contrast to 79% on placebos (Ge-

lenberg & Klerman, 1978). The drugs that help unipolars (tricyclics

and MAO inhibitors) do not much help bipolars (Gelenberg & Kler-

man, 1978). Such differential effectiveness of drugs suggests two
different disorders. We will not discuss bipolar depression any fur-
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ther in this chapter, except to conclude that it is probably more re-

lated to unipolar depression in appearance than in mechanism.

How are unipolar depression, a certified disorder, and normal

depression related? We believe that they are wholly continuous, the

same phenomenon, differing only in the number and severity of

symptoms. This view contrasts with the prevailing medical opinion

that holds unipolar depression to be an illness and normal depres-

sion to be a transient demoralization that holds no clinical interest.

This continuity-discontinuity question is both important and com-

plex, and so we discuss it later on in detail. For now, we turn to

how one recognizes depression.

The Symptoms of Depression

Depression, be it unipolar, bipolar, or normal, has a common set of

symptoms manifest in one's mood, thought, behavior, and physi-

ology. To be diagnosed as depressed, it is not necessary that an

individual experience all possible symptoms. Indeed, no single

symptom is necessary, but the more symptoms present and the more

intense they are, the more certain we can be that someone's prob-

lem is indeed depression.

Mood. A depressed person feels awful: sad, unhappy, blue, down-
hearted, discouraged, sunk in a pit of despair. He may cry a lot, or

he may be beyond tears. Almost universally, the fun goes out of

his life. Formerly enjoyable activities become flat. Jokes no longer

seem funny.

Sadness is not the only mood salient in depression. There is a

strong relationship between depression and anxiety. Mildly and

moderately depressed people are almost always anxious. Interest-

ingly, severely depressed people may not be anxious at all. What
makes sense of this pattern? Perhaps anxiety is an energizing re-

sponse to danger, whereas depression is a de-energizing, conserv-

ing response. When danger threatens a person, his anxiety will be

aroused and will fuel planning and action, for as long as he believes

that some action might be able to help him. Once he expects with

certainty that he will be helpless, anxiety may drop out and be re-

placed with depression. Depression demobilizes his planning and
action and conserves his resources, when in reality nothing can be

done. Anxiety and depression can coexist when an individual oscil-

lates between the expectation that he will be helpless and the hope
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that he might be able to do something about his situation (Garber,

Miller, & Abramson, 1980).

In addition to sadness and anxiety, hostility—actually its lack—is

tied up with depression. Freud (1917) believed that depression re-

sulted from hostility turned inward upon the self. There may be

some truth to this suggestion, in view of how infrequently de-

pressed people get angry at others. Still, we have a different view

on the matter than did Freud. We don't believe that the anger has

been transmuted inwardly so much as suspended. The absence of

hostility among depressives is part of the global deficits in initiating

voluntary action that characterize the disorder.

Thought. The way a depressed person thinks differs from the way
a person who is not depressed thinks. Aaron Beck's (1967) theory

of depression gives the most accurate description of depressed

thought. We discuss it here because it is the closest theory to our

own, and we will of course point out the differences along the way.

Beck (1967) describes depressive thinking in terms of the negative

cognitive triad: that is, negative thoughts about the self, ongoing ex-

perience, and the future. In addition, Beck argues that the depres-

sive makes errors of logic. Among the six logical errors that Beck

specifies are such habits of thought as arbitrary inference (jumping

to conclusions from a single fact) and personalization (blaming one-

self for bad events in which one actually played no role).

While Beck's depiction of depressive thinking seems accurate, it

is a theorist's nightmare, and part of our task here will be to retain

its descriptive accuracy while adding theoretical clarity (see also

Brewin, 1989; Segal, 1988). There are several inadequacies to Beck's

concepts as they are currently presented.

The question of causation is unclear. The pessimistic thoughts of

a depressed person are a major symptom of his disorder. Are these

just one symptom cluster among several, or are they the central

symptom that causes the other symptoms? Beck (1967), in his early

work, claimed they were causal. But Beck (1984) has more recently

relegated them to a noncausal position in a major concession to the

biological school. If cognitions are causal, how do they bring about

the other symptoms of depression? The reformulation of the learned

helplessness model of depression, which we spelled out in Chapter

5, treats a person's explanatory style as a preexisting disposition

that can bring about the other symptoms of depression through its

influence on expectations of helplessness.

Another inadequacy in Beck's theory is that the empirical rela-
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tionship between the cognitive triad and the errors of logic is un-

clear. Does personalization (the tendency to blame oneself) cause a

negative view of self or vice versa? According to the reformulation

of the learned helplessness model of depression, these symptoms

are derived from the individual's explanatory style.

Finally, the conceptual relationship among Beck's variables is un-

clear as well. How do the different errors in logic differ from one

another? Cook and Peterson (1986) reported considerable disagree-

ment among expert judges in classifying erroneous reasoning using

Beck's categories. And why are there nine mechanisms in the the-

ory (the triad plus six errors) rather than just three or six or what-

ever? In contrast, the reformulation of the learned helplessness model

of depression is a parsimonious account that derives all of Beck's

mechanisms from explanatory style.

Behavior and Motivation. Depressed people show such behavioral

and motivational symptoms as passivity, indecisiveness, and sui-

cidal action. They often cannot get started on any but the most rou-

tine tasks, and they give up easily when thwarted. A depressed

college professor cannot get the first word of an article written. When
she finally does, she quits writing when the screen on her word
processor flickers, and she doesn't go back to it for a month.

Depressed people cannot decide among alternatives. A depressed

student phones for a pizza and when asked if he wants it plain or

with a topping, he stares paralyzed at the receiver. After a minute

of silence, he hangs up.

Depressed people obsess about death and may even attempt sui-

cide. They generally have one or both of two motives. Either they

find the prospect of going on with life as it currently is to be un-

bearable, or they want to accomplish something in the world—bring

back love, get revenge, or have the last word in an argument. In

either case, the link between depression and suicide is a strong one

in our society. Perhaps eighty percent of those who kill themselves

do so when severely depressed.

Physiology. Depression is frequently accompanied by physical

symptoms. As we mentioned, the appetites in general diminish.

The desire for food, sex, and companionship wanes. The people we
usually love we now just tolerate. Formerly enjoyable activities be-

come boring. We have trouble falling asleep and staying asleep

(particularly when anxiety accompanies our depression).

Body chemistry changes, in ways that parallel the bodily changes
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Table 6-1. Parallels between Symptoms of Learned Helplessness and
Depression.
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Learned Helplessness Depression

Symptoms Passivity Passivity

Cognitive deficits Negative cognitive triad

Self-esteem deficits Low self-esteem

Sadness, hostility, and anxiety Sadness, hostility, and anxiety

Loss of appetite Loss of appetite

Reduced aggression Reduced aggression

Sleep loss Sleep loss

Norepinephrine and serotonin Norepinephrine and serotonin

depletion depletion

Causes Learned belief that responding Generalized belief that

is independent of outcomes responding will be ineffective

Treatments Change belief in response Cognitive and behavioral

futility therapy

ECT, antidepressants ECT, antidepressants

REM deprivation REM deprivation

Time Time

Prevention Immunization Invulnerability factors

Source: Rosenhan, D. L., and Seligman, M.E.P. (1989). Abnormal psychology (2nd ed.). New
York: Norton. © 1989 by W. W. Norton & Company, Inc. Adapted by permission of the pub-

lisher.

that take place when animals are made helpless (Chapter 3). Bio-

genic amines become less available, with norepinephrine and sero-

tonin particularly affected. Endorphin levels rise, along with pain

thresholds. And the immune system becomes less able to defend

against disease (Chapter 8).

Learned Helplessness and Depression

This completes our brief overview of depressive symptoms. In 1975,

Seligman argued that these symptoms mapped well into the symp-
toms of people and animals made helpless, and these similarities

formed the basis of the original helplessness model of depression

(see Table 6-1). Subsequent research investigated parallels between

learned helplessness and depression with respect to causes, treat-

ments, and preventions (see Peterson & Seligman, 1984, 1985).

The parallels between depression and learned helplessness are

easy to appreciate with respect to people. But what about animals?

Weiss and Goodman (1985) suggested that this question is best ap-

proached by keeping in mind the criteria used to diagnose human
depression and then examining whether animals exposed to ines-
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capable shock meet these criteria. The Diagnostic and Statistical

Manual for Mental Disorders (DSM-III-R) lists nine such symptoms

for diagnosing depression in people (American Psychiatric Associ-

ation, 1987):

1. Depressed or irritable mood
2. Loss of interest in usual activities

3. Appetite and weight disturbance (increase or decrease)

4. Sleep disturbances (insomnia or hypersomnia)

5. Psychomotor disturbance (agitation or retardation)

6. Loss of energy or fatigue

7. Feelings of worthlessness

8. Evidence of decreased ability to think

9. Recurrent thoughts of death and suicide

Five symptoms are required for a diagnosis of depression. De-

pressed mood, feelings of worthlessness, and suicidal ideation are

impossible to assess in animals, but the other criteria can be exam-

ined, and requiring that five of these six be present is indeed a

stringent diagnostic requirement. Do inescapably shocked animals

meet these criteria?

Loss of Interest in Usual Activities. A variety of studies have exam-

ined the impact of uncontrollable versus controllable shock on nat-

ural rat activities. Many of these have centered on agonistic behav-

ior. In the first of these, Maier, Anderson, and Lieberman (1972)

determined whether prior exposure to controllable and uncontrol-

lable shock would alter the level of
'

'shock-elicited aggression."

(Shock-elicited aggression refers to the fact that two rats will adopt

aggressive postures toward each other and "fight" if they are ex-

posed to brief foot shocks while in the same enclosure.) Prior ines-

capable shock reduced the level of aggression, while escapable shock

did not.

Shock-elicited aggression might seem artificial and not represen-

tative of actual aggressive behavior. However, inescapable shock

depresses more "natural" aggressive behavior as well. Williams (1982)

allowed trios of two male rats and one female to establish a colony

together for 8 weeks. One of the males will almost always become
dominant in such a situation (the "alpha" male). If an intruder is

introduced into the colony, the alpha male will typically attack the

intruder. After the colonies had been left undisturbed for 8 weeks,

the alpha males were removed and given escapable shock, yoked
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inescapable shock, or no shock. The rats were returned to their col-

onies and an intruder was introduced into each of the colonies 24

hours later.

The question of interest was whether the shock treatments al-

tered the alpha male's tendency to attack the intruder. Escapable

shock had no effect on the alpha's aggressive behavior. However,

inescapable shock greatly reduced the alpha's tendency to attack

the intruder. Here a more natural aggressive behavior was mea-

sured. Shock was not present in the test situation. Yet experience

with uncontrollability led to a decrease in the activity.

In the Williams experiment, the nontreated non-alpha male paired

with the inescapably shocked alpha male showed an increased ten-

dency to attack the intruder. This suggests that inescapable shock

might have reduced the alpha's dominance. Indeed, Rapaport and

Maier (1978) examined this possibility directly. The dominance hi-

erarchy of a set of rats was established by a series of round-robin

tests in which every possible pair of rats was allowed to compete

for access to a food cup that did not allow two rats to eat from it at

once. This allowed identification of the rat winning the most en-

counters, the second most, and so on.

Retesting revealed that the hierarchy was quite stable. The rats

were then given escapable shock, yoked inescapable shock, or no
shock. Twenty-four hours later the dominance hierarchy was again

assessed with the food competition test. Inescapably shocked rats

moved down in the dominance hierarchy, now losing competitions

that they would not previously have lost. They ran to the food as

fast as before and ate normal amounts if a competitor was not pre-

sent. Although motivated to attain the food, they submitted to any

competitor that was present. Escapable shock had no effect.

These widespread effects of uncontrollability are not limited to

agonistic behavior. Williams (1984) gave mother rats either control-

lable or uncontrollable shock 8 days after giving birth. Their mater-

nal behavior was observed 24 and 72 hours after the shock treat-

ment. The inescapably shocked mothers showed disrupted maternal

behavior—they were slower to approach the nest when removed,

stayed in the nest area for shorter durations, and had lower fre-

quencies and durations of oral contact with their pups.

Experience with uncontrollable shock apparently disrupts a num-
ber of usual activities of the rat—aggression, dominance, and ma-
ternal behavior. These are the only behaviors that have been ex-

amined in published studies, but there is no reason to suppose that

the impact is limited to them. For example, unpublished data from
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our laboratories reveal a suppression of sexual behavior as well. It

is fair to conclude that uncontrollable shock does disrupt many of

the usual activities of the rat for at least 24 to 72 hours. Knowledge

of the limits of these effects waits for further research.

Appetite, Weight, and Sleep Disturbances. Weiss (1968) has shown that

prolonged and severe uncontrollable shock leads to many of the

somatic symptoms that characterize depression. Animals that ex-

perience inescapable shock eat less and lose weight relative to es-

capably shocked subjects. Weiss and Goodman (1985) have more

recently studied sleep patterns in animals that had received two

sessions of severe inescapable shock. These animals slept less than

did controls, with the greatest effect occurring in the early morning

light part of the sleep cycle. The overall loss of sleep persisted for 5

days following the inescapable shock treatment, whereas the early

morning waking effect persisted for many days.

Psychomotor Retardation and Loss of Energy. In Chapter 2, we de-

scribed data indicating that uncontrollable but not controllable shock

reduces the organism's subsequent activity in the presence of shock.

But animals that have received prolonged uncontrollable shock are

also less active in situations that do not involve shock. For example,

Weiss et al. (1981) gave rats a prolonged session of severe control-

lable or uncontrollable shock. The animals were later placed in a

tank of water. They were fitted with flotation devices resembling

"water wings" so that they could not sink. Weiss and his colleagues

measured the animals' tendency to struggle (front feet moving and
breaking the surface of the water) and to float (feet motionless).

Rats that had experienced uncontrollable shock gave up struggling

and became motionless far more rapidly than did control subjects.

Moreover, rats that have experienced uncontrollable positive events

later engage in less exploration when placed in novel environments

(Joffe, Rawson, & Mulick, 1973). These findings imply psychomotor

retardation and loss of energy.

Decreased Ability to Think. We also reviewed evidence indicating that

animals that have been exposed to uncontrollable shock have diffi-

culty learning relationships between their behavior and outcomes,

perhaps through an alteration in attentional mechanisms. More-

over, they are more affected than controls by the complexity of en-

vironmental contingencies (Maier & Testa, 1975) and give up sooner
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in problem-solving situations. This pattern in humans would lead

to a label of "decreased ability to think/'

Do these consequences of inescapable shock justify a "diagnosis"

of depression? It is, of course, speculative to talk of depression in

rats, because we think of depression as involving subjective sadness

and distress. Yet the behavior of inescapably shocked rats shows a

profile that would lead to a diagnosis of depression if the rat were

a person. All of the DSM-III-R symptoms that could be assessed in

an animal are present.

It should also be noted here that inescapably shocked rats show
a pattern of neurochemical changes thought to be involved in hu-

man depression (see Chapter 3). And the drugs that break up
depression in people break up learned helplessness as produced in

animals. Tricyclic antidepressants and MAO inhibitors, as well as

electroconvulsive shock, relieve helplessness in rats and dogs (e.g.,

Dorworth & Over- :er, 1977; Martin, Soubrie, & Simon, 1987; Por-

solt, Anton, Blavet, & Jalfre, 1978; Sherman & Petty, 1980). Drugs

that are not effective antidepressants are typically not effective against

learned helplessness in animals either. Further, a variety of these

antidepressive agents can also be used to prevent helplessness among
animals in the first place (e.g., Petty & Sherman, 1980).

With respect to people, the only symptom of depression that has

not been produced in the laboratory by uncontrollable events is sui-

cidal ideation. One reason for this may be intensity; laboratory events

are much milder than the real life events that spark suicide. An-
other reason is that suicide can be instrumental; it brings suffering

to an end or accomplishes some other purpose. Any theory empha-
sizing helplessness is going to have trouble making sense of behav-

iors like suicide, no matter how maladaptive their consequences. By
this latter line of reasoning, suicide may be a reaction to helpless-

ness rather than a direct effect of it.

THE REFORMULATION OF THE LEARNED HELPLESSNESS
MODEL OF DEPRESSION

If the mapping of symptoms and treatments between depression in

the clinic and helplessness in the laboratory is this strong, why was
the original learned helplessness theory in need of change? The main

problem with the model is its incompleteness. Applied both to hu-

man helplessness in the laboratory and to natural depression, the

model fails to account for boundary conditions. Sometimes labora-

tory helplessness is general (e.g., Hiroto & Seligman, 1975), and
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sometimes it is circumscribed (e.g., Cole & Coyne, 1977). Some-

times bad events precipitate depressive reactions in people (occa-

sionally transient, occasionally long lasting), and sometimes they do

not (e.g., Brown & Harris, 1978; Lloyd, 1980). What determines the

chronicity and generality of helplessness and depression? Similarly,

the original learned helplessness model does not explain the self-

esteem loss frequently observed among depressives. Why should

individuals blame themselves for events over which they perceive

no control (Abramson & Sackeim, 1977)? The original model is si-

lent about these matters.

As we explained in Chapter 5, Abramson, Seligman, and Teas-

dale (1978) addressed these shortcomings by revising helplessness

theory to include the individual's explanations of the original bad

events. In the wake of uncontrollability, people ask "why did this

happen to me?" Their answer affects their reaction. With respect to

depression, there is one particularly insidious pattern of making ex-

planations: internal, stable, and global for bad events ("ifs me; it's

going to last forever; and it's going to undermine everything I do")

and external, unstable, and specific for good events ("it just hap-

pened; it's going to go away quickly; and it's just an isolated occur-

rence"). Individuals who are prone to make such explanations are

at risk for depression.

Here is why. As we saw, when an individual becomes helpless

about some bad event, a set of symptoms that look very much like

depression appears. If these symptoms last for weeks or months,

we call them depression; if they disappear quickly, we call them a

bad mood. If the symptoms pervade most of life, we again call them
depression; if they are confined to one arena, we call them burnout

or demoralization. So, when bad events strike, individuals who ex-

pect their causes to extend well into the future and across all their

activities will be at risk for full-blown depression rather than just

bad moods, burnout, or demoralization. Further, if the individual

is prone to make internal explanations for failure, she will tend to

lose self-esteem when she fails, adding yet another depressive

symptom.

A key concept in the reformulated theory is explanatory style, the

habitual tendency to offer the same sorts of explanations for diverse

bad events. We need to take into account individual differences in

dispositions to explain events in order to make sense of why differ-

ent individuals have different reactions to the same events. Why do
some people become helpless following unsolvable problems and

others not (Alloy, Peterson, Abramson, & Seligman, 1984; Dweck
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Table 6-2. Meta-analysis.

Negatrye Events Positive Events

Int Sta Glo Composite Int Sta Glo Composite

Number of

studies 90 75 61 42 54 43 33 30

Effect size .36 .34 .37 .44 -.36 -.25 -.12 -.26

Probability .0001 .0001 .0001 .0001 .0001 .001 .001 .001

File drawer

statistic 12,729 10,254 9,760 6,678 5,114 2,038 262 1,149

Source: Sweeney, P. D., Anderson, K., and Bailey, S. (1986). Attributional style in depression:

A meta-analytic review. Journal of Personality and Social Psychology 50:974-991. © 1986 by the

American Psychological Association. Adapted by permission of the publisher and Paul D.

Sweeney.

& Licht, 1980)? Why do some people become depressed following

bad events and others not (Lloyd, 1980; Metalsky, Abramson, Selig-

man, Semmel, & Peterson, 1982)? The reformulation proposes that

people susceptible to depression interpret these events in internal,

stable, and global terms. If reality is ambiguous enough, a person

may project his habitual explanations onto it. If these tendencies are

toward internal, stable, and global causes for bad events, then that

individual will tend to become depressed when bad events occur.

This is the central prediction of the reformulation, and we now
turn to the evidence in support of it. We examine several types of

converging evidence. Cross-sectional studies look at the link be-

tween explanatory style and depression measured at the same time.

Longitudinal studies measure explanatory style and depression over

time. And experiments of nature start with people whose explana-

tory styles are known and then determine who becomes depressed

in the wake of bad events.

Cross-sectional Evidence

Sweeney, Anderson, and Bailey (1986) performed a meta-analysis

of 104 studies involving over 15,000 subjects that tested the relation-

ship of explanatory style to depression. These studies included 75

published articles and 29 unpublished papers and excluded articles

from any of our laboratories. Their findings are consistent with the

reformulation, for each dimension and for both positive and nega-

tive events. Table 6-2 shows the basic results.

The authors used two statistics to evaluate the size and signifi-
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cance of the predicted effects. The first was the effect size: the frac-

tion of a standard deviation by which the depressed group differs

on average from the nondepressed group, corrected for unreliabil-

ity. The second was the file drawer statistic: the number of null find-

ings that would have to be sitting around unpublished in the file

drawers of different investigators to render the effect nonsignifi-

cant. As you can see by scanning Table 6-2, effects of moderate

size are found for each of the six predictions. Depressed subjects

make more internal, stable, and global explanations for bad events

(by between .34 and .44 standard deviations) than do nondepressed

subjects. And depressed subjects make more external, unstable, and

specific explanations for good events (by between .12 and .36 stan-

dard deviations) than do nondepressed subjects. Each of these pre-

dictions is unambiguously significant and would take a staggering

number of null findings to overturn. Helplessness research is pop-

ular, but not this popular! With the correlation now established, let

us turn to some issues about the role of explanatory style in depres-

sion.

Depressed Patients Versus College Students. It is often said that the

reformulation has not been tested sufficiently with real patients but

is an artifact of the moody college sophomore who received the wrong

color BMW for a birthday present. This criticism proves off base.

While there are 52 studies of college students in this meta-analysis

(as well as 24 studies of normal nonstudents), there are also 14 studies

of depressed patients. The depressed patients show the same ef-

fects as above, only stronger. Similarly, it does not seem to matter

if the subjects are explaining hypothetical events (e.g., the ASQ),

real events (e.g., the CAVE), or events that have just happened to

them in the laboratory; in each case the predicted depressive ex-

planatory style emerges.

Specificity of Depressive Explanatory Style. Is the habit of explaining

bad events by internal, stable, and global causes a general charac-

teristic of psychopathology or is it specific to depression? This ques-

tion boils down to the control groups that are compared with the

depressive groups. There are a number of relevant studies. In one,

Raps, Peterson, Reinhard, Abramson, and Seligman (1982) com-
pared inpatients with unipolar depression to nondepressed schizo-

phrenics, matched according to their length of hospitalization. De-

pressives explained bad events with more internal, stable, and global

causes than did schizophrenics. The schizophrenics in turn resem-
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bled medical and surgical inpatients with respect to explanatory style,

with one important exception: they were more external about bad

events, as we would expect granted their paranoid ideation.

Riskind, Castellon, and Beck (1989) compared unipolar depressed

outpatients (who were not anxious) with outpatients with general-

ized anxiety disorder, or GAD (who were not depressed), using the

CAVE technique to infer explanatory style. They found a different

pattern of explanations, with GAD patients having less pessimistic

CAVE scores than unipolar depressives.

Still more evidence comes from a study by Eaves and Rush (1984).

They used the ASQ as a diagnostic tool to differentiate between

known depressed patients and nonpatient controls. The sensitivity

of the ASQ, defined as the probability of a correct diagnosis of

depression given that the patient is depressed (i.e., the percentage

of true positives), was 61% for internality for bad events, 58% for

stability for bad events, and 77% for globality for bad events. The

specificity of the ASQ, defined as the probability of a correct diag-

nosis given that the patient is not depressed (i.e., the percentage of

true negatives), was 94%, 94%, and 88%, respectively, for internal-

ity, stability, and globality for bad events. These figures compare

favorably with the best biological tests of depression.

In addition, explanatory style for bad events correlated with the

total amount of time the individual was depressed, the average length

of his or her episode, and the length of the current episode for

nonendogenously depressed individuals. This was particularly the

case for the stability measure, which correlated .79 with the total

time of depression, .76 with the average length of episode, and .71

with the length of the current episode (all p's < .001. These data

suggest that stability for bad events reflects, and may predict, how
long a depressive episode will last.

Seligman et al. (1988) found no differences in explanatory style

between unipolar depressed patients and bipolar patients during

their depressed phase. We also found no difference between melan-

cholic and nonmelancholic depressives or between anxious and
nonanxious depressed patients.

Studies exist showing that a "depressive" explanatory style is

linked with a variety of psychopathologies, such as eating disor-

ders, anxiety, pathological gambling, substance abuse, and the like.

On the face of it, these studies seem to argue against the specificity

of explanatory style to depression. However, in some if not all of

these cases, the role of depression in these psychopathologies has

not been ruled but in terms of being the real correlate of explana-
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tory style. Indeed, epidemiologists estimate that the majority of those

who are severely depressed have at least one other disorder (Sand-

erson, Beck, & Beck, 1990), so the issue of specificity is not as sim-

ple as it might seem.

Whatever the boundaries may be, we feel confident in saying that

there is a depressive explanatory style; depressed individuals are

more likely to offer internal, stable, and global causes for bad events

and external, unstable, and specific causes for good events than

nondepressed individuals. Further controversy about this point is

idle, and we suggest that the field's attention should now be turned

to whether this explanatory style plays a causal role in producing

depression.

The reformulation claims that explanatory style is a risk factor for

depression. Individuals who at this moment habitually explain the

causes of bad events as internal, stable, and global will be at higher

risk for later depression—even if they are not now depressed—than

individuals with the opposite style. But the results of the meta-

analysis, because they are mere correlations, are compatible with

other, less interesting hypotheses. Perhaps depression causes pes-

simistic explanatory style, not the other way around. Perhaps some
third variable like catecholamine depletion, or turning anger upon
oneself, causes both depression and pessimistic explanatory style.

Or perhaps the relationship is a mere tautology; part of how we
know someone is depressed is because she says pessimistic things

about herself. So the way we determine that she is depressed and
the way we determine that she has a pessimistic explanatory style

are by attending to the same phenomenon, even though we call it

depression in one case and pessimism in the other.

These possibilities can be disentangled by looking at depression

and explanatory style across time. In particular, the reformulation

makes three predictions:

1. Individuals who are not depressed now but have a depressive

explanatory style are at greater risk for becoming depressed in

the future.

2. Individuals who are depressed now but have a nondepressive

explanatory style will tend to become less depressed in the

future.

3. Individuals who undergo a change in explanatory style (as in

therapy or preventative procedures) will have their depression

changed accordingly.



Learned Helplessness and Depression 197

We now look at two research strategies that test the risk-factor hy-

pothesis against the other hypotheses: longitudinal studies and ex-

periments of nature.

Longitudinal Studies

Longitudinal studies look at the same individuals across time, tak-

ing the same set of measurements at various points. This allows us

to find out if explanatory style at an earlier time influences suscep-

tibility to depression later on, over and above how depressed the

individual was at the earlier time. This is the way that predictions

1 and 2 in the previous paragraph can be addressed. There are three

sets of longitudinal studies, with children, normal adults, and de-

pressed patients.

Children. Susan Nolen-Hoeksema, Joan Girgus, and Martin Selig-

man (in press) carried out a five-year longitudinal study of 350 third

graders and their parents, attempting to predict depression and poor

school achievement from explanatory style. The main instrument

we used was the Children's Atrributional Style Questionnaire (CASQ;

Seligman, Peterson, Kaslow, Tanenbaum, Alloy, & Abramson, 1984).

The CASQ is a forced-choice instrument that we created when we
found in pilot work that young children had trouble completing the

adult ASQ, particularly the rating of globality. In this questionnaire

just for children, hypothetical good or bad events involving the child

are followed by two possible explanations. For each event, one of

the explanatory dimensions is varied while the other two are held

constant. Sixteen questions pertain to each of the three dimensions;

half refer to good events and half to bad events. See Table 6-3 for

sample items from the CASQ.
The CASQ is scored by assigning a 1 to each internal or stable or

global response and a to each external or unstable or specific re-

sponse. Scales are formed by summing the three scores across the

appropriate questions for each of the three dimensions, separately

for good events and for bad events. The scores for each of the scales

range from to 8. CASQ subscales are only moderately reliable.

More satisfactory reliabilities can be obtained by combining the sub-

scales (again, separately for good events and for bad events). The
alpha for the good events composite was .66 and for bad events,

.50. The CASQ scales and composites are consistent in showing ex-

planatory style to be a somewhat coherent individual difference

among children, just as it is among adults.
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Table 6-3. Sample Items from the CASQ.

Learned Helplessness

Item Valence Varied Held Constant

A good friend tells you that he hates Bad Stability; globality

you.

a. My friend was in a bad mood External

that day.

b. I wasn't nice to my friend that

day.

Internal

You get all the toys you want for your

birthday.

a. People always guess what toys to

get me for my birthday.

b. This birthday people guessed

right about what toys I wanted.

Good

Stable

Unstable

Internality; globality

You get an "A" on a test,

a. I am smart.

Good
Global

Internality, stability

b. I am smart in the subject. Specific

Source: Peterson C, and Seligman, M.E.P. (1984). Causal explanations as a risk factor for depression:

Theory and evidence. Psychological Review 91:347-374. © 1984 by the American Psychological Associ-

ation. Reprinted by permission of the publisher.

This large-scale study is based on a more modest one: a one-year

longitudinal investigation of 168 third to fifth graders, with depres-

sion (as measured by the Children's Depression Inventory; Kovacs

& Beck, 1977) and explanatory style measured at five time points

(waves). We found consistent results for each wave (Nolen-

Hoeksema, Girgus, & Seligman, 1986).

First, both explanatory style and depression were stable from wave
to wave (r = .36 to .61, r = .46 to .71, respectively). Second, ex-

planatory style and depression correlated within each wave (mean

r = .29 to .48) Third, explanatory style at each earlier wave pre-

dicted depression at the next wave, partialing out depression at the

earlier wave (partial fs = .29 to .37). This means that on average:

• Children with a depressive explanatory style who are not de-

pressed tend to get depressed as time goes on.

• Children with a nondepressive style who are depressed tend to

get less depressed.

• Children with a depressive explanatory style who are depressed

tend to stay depressed.

• Children with a nondepressive style who are not depressed tend

to stay nondepressed.
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The next finding is also important, and typical of the results of

longitudinal studies of explanatory style and depression. Depres-

sion at each earlier wave predicted explanatory style at the next

wave, partialing out explanatory style at the earlier wave. This means

that depression makes a person more pessimistic, just as pessimistic

explanatory style makes her more depressed. This pattern of re-

sults, in which each factor has a causal influence on the other, is

called reciprocal causation. It tends to be the rule rather than the

exception in social and behavioral science, particularly with regard

to thinking and mood (Teasdale, 1983).

Does this mean that explanatory style has no causal effect on

depression, except insofar as prior depression causes both later

depression and later depressive explanatory style? This seems un-

likely to us, because we can point to two studies that show that

inducing depressed mood does not change a person's explanatory

style (Brewin & Harris, 1985; Mukherji, Abramson, & Martin, 1982).

In other words, explanatory style and depressed mood do not al-

ways move in lockstep. But the reciprocal relationship between ex-

planatory style and depression makes one more analysis of our re-

sults necessary, which brings us to the fifth finding. If depression

at Time One brings about pessimistic explanatory style at Time Two,

is it possible that pessimistic explanatory style at Time Two brings

about depression at Time Three merely because depression at Time
One influences depression at Time Three?

The results suggest that this is not the case. Explanatory style at

time n predicts depression at time n + 1, partialing out depression

at both time n and time n - 1, for each wave. This means that there

is a genuine effect of depressive explanatory style on later depres-

sion, beyond any effects of earlier depression on later depression.

The large-scale study was a five-year replication with ten waves
of measurement. Depression is consistently predicted by prior

depression, by pessimistic explanatory style, and by bad life events.

Each of these factors makes a separate contribution to predicting

which third grader will experience depression by the end of seventh

grade.

Adults. The parallel questions have been asked of college students

by Zullow (1984). In his study, 154 students took the ASQ and the

Beck Depression Inventory (BDI) in three waves over three months.

The same pattern of results as with children emerged: depressive

explanatory style predicted later depression over and above earlier

depression (see also Golin, Sweeney, & Shaeffer, 1981).
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More specifically, those at the severe end of depression were par-

ticularly hurt by a pessimistic explanatory style when it was cou-

pled with a state orientation. As we discussed in Chapter 4, Kuhl

(1981) characterizes thought patterns as either action oriented (di-

rected toward productive future action) or state oriented (ruminat-

ing about how bad things are). Kuhl argues that ruminators are

more prone to helplessness and depression than are action-oriented

people. Zullow (1984) added a twist to this. It is people who rumi-

nate and have a disposition to make internal, stable, and global ex-

planations of bad events who are most prone to depression.

Explanatory style is a mere disposition to explain events in a pat-

terned way; unlike a specific explanation, it does not exist in time.

How, then, might it impact the person to bring about depression?

This study gives us a hint as to what the pathway between explan-

atory style and depression might be. Ruminators are individuals who
talk to themselves a lot. Depressive explanatory style provides a

framework for specific content
—

"I'm stupid, talentless, unlovable,

and incompetent." If a person both is a ruminator and has this de-

pressive style, he will say such things to himself frequently. If he is

a ruminator but has the opposite style, he will talk to himself fre-

quently but about less depressing causes
—

"This is my unlucky day;

she's difficult to please; my boss is in a bad mood." If he is not a

ruminator but has a depressive style, he will not say depressing

things to himself very frequently.

Zullow (1984) proposed that rumination bridges explanatory style

and depression. What one consciously thinks is the final link in the

chain that sets off depression. Internal, stable, and global attribu-

tions about bad events are sufficient to produce momentary depres-

sive symptoms. And the more frequently one thinks in this way,

the longer and more severe these symptoms. In Beck's language,

automatic thoughts (obsessive thinking) that entail internal, stable,

and global causes for bad events trigger depression. This line of

reasoning is consistent with findings of Kammer (1983) and Dweck
and Licht (1980). They find that not only do depressed adults and
helpless children have a depressive explanatory style, but they also

entertain more explanations of events. Depression may be the prod-

uct not only of what you say (explanatory style), but how often you
say it (rumination).

Also consistent with this line of reasoning are studies showing

that people are particularly prone to think when confronted with

aversive events (e.g., Wong & Weiner, 1981). When bad things hap-

pen to us, we think, and when lots of bad things happen, we think
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a great deal. This explains the strong link, perhaps, between stress-

ful life events and depression, both as predispositions and triggers

(Lloyd, 1980). These findings are often presented without much at-

tention as to why the link occurs; we suggest that cognition fills the

gap. Because being depressed is a bad event, we end up with cas-

cading influences among bad events, depressed mood, causal attri-

butions, and rumination.

Patients. Firth and Brewin (1982) reported a study that looked at

the course of depression among patients undergoing antidepressive

medication therapy. They found that those patients who explained

recent life events as more unstable and controllable became less de-

pressed over the next six weeks. Brewin (1985), citing similar recov-

ery results (e.g., Cutrona, 1983), argued for a recovery model of the

power of explanatory style. In particular, he emphasized that pre-

diction of nondepression, given an optimistic explanatory style, is

more uniformly confirmed than is prediction of depression given a

pessimistic style.

The final longitudinal study involving patients is an unusual one,

because it only involved one individual (Peterson, Luborsky, & Se-

ligman, 1983). It made, however, a very accurate, fine-grained pre-

diction of his behavior. This patient, Mr. Q, demonstrated precipi-

tous shifts in mood (Luborsky, 1964, 1970) during his psychotherapy

sessions (conducted over four years). More than 200 sessions with

Mr. Q were tape-recorded, and a sample was transcribed, allowing

a thorough content analysis of his explanations before and after his

mood swings. Three types of sessions were analyzed: those in which

Mr. Q became more depressed, those in which he became less de-

pressed, and those in which no change in mood occurred. His ex-

planations for bad events were extracted from these sessions before

and after his mood swings and were rated for internality, stability,

and globality, in the very first use of the CAVE technique.

We used several criteria to identify Mr. Q's swings to and from

depression: (a) his own report of a shift in mood (e.g., "my mood
just went down"); (b) the agreement of two independent judges

reading the transcript of the therapy sessions that a mood swing

had just occurred; and (c) the fact that the swing did not occur in

close proximity to another swing (i.e., within fifteen minutes of the

same session). Applying these three criteria resulted in a set of four

swings in which Mr. Q became more depressed and five in which
he became less depressed.

Explanations for bad events were extracted from the first 400 words
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Figure 6-1. Causal explanations of Mr. Q. Source: Peterson, C, Luborsky, L.,

and Seligman, M.E.P. (1983). Attributions and depressive mood shifts. Journal

of Abnormal Psychology 92:96-103. © 1983 by the American Psychological Asso-

ciation. Reprinted by permission of the publisher.

(spoken by Mr. Q) before each swing and from the 400 words fol-

lowing it. For comparison purposes, causal explanations were also

extracted from randomly chosen 800-word segments of three ses-

sions in which no mood swing occurred. Figure 6-1 shows the means

for the different types of sessions.

The differences predicted by the reformulation were present be-

fore Mr. Q's mood swings. Highly internal, stable, and global causal

explanations preceded an increase in depression, whereas much more

external, unstable, and specific statements preceded a decrease in

depression. There was no overlap between the ratings of causal ex-

planations before swings to more versus less depression.
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This is a fine-grained case study, but because it is not experimen-

tal, we must rule out some plausible third variables before we can

argue that explanations, not some factor correlated with them, pro-

duced his mood swings. Various content characteristics of these same

transcripts, including Mr. Q's statements about his anxiety, hope-

lessness, guilt, hostility, loss of self-esteem, and Oedipal conflict,

were examined. These were not redundant with the causal expla-

nation scores, rising and falling with the level of mood in a given

session. In contrast, these explanations were different before swings.

This study shows that the reformulation of the helplessness model

may be applied to single individuals with depressive symptoms.

Ratings of the causal explanations for sessions in which swings to

increased depression occurred did not at all overlap with those for

sessions in which swings to decreased depression occurred, allow-

ing perfect prediction.

In sum, these longitudinal studies are for the most part consistent

with the prediction that depressive explanatory style precedes de-

pressive symptoms. There are other studies that have been con-

ducted that do not support this prediction (e.g., Peterson, Schwartz,

& Seligman, 1981). Rather than discuss these studies point by point,

we offer the comment that depression often proves highly stable,

and longitudinal studies cannot work if there is not enough varia-

tion across time in depression for a person's explanatory style to

have an effect. Said another way, explanatory style can only have

an influence when given the opportunity to do so. Shared by the

studies we have described is the fact that some people actually

changed their status from depressed to nondepressed and/or vice

versa.

There is a serious flaw in the studies we have discussed. They do
not manipulate or assess bad life events. It is possible that people

with a pessimistic style experience (or even bring about) more bad

events, and thus it is simply bad events that are causing their

depression. Moreover, according to Abramson et al. (1978), a de-

pressive explanatory style per se is not sufficient for depression. It

is only when bad events actually occur and the person interprets

them in terms of internal, stable, and global causes that depressive

symptoms are more likely to ensue. Because these studies did not

look at bad events, they did not test this prediction. The studies in

the next section test the stronger prediction that a preexisting de-

pressive explanatory style followed by bad events makes depression

more likely.
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Experiments of Nature

The ideal way to test the helplessness reformulation with regard to

depression is to measure the explanatory style of individuals and

then to choose randomly half of them to experience some horrible

event. Those subjects with a preexisting depressive explanatory style

who then experience this event should—by prediction—be most likely

to become depressed. The obvious ethical dilemma can be partly

solved by a quasi-experimental method in which naturally occurring

bad events take the place of experimental manipulation. We next

report several sets of such studies. In the first, the bad event was

an unsatisfactory grade on a midterm examination. In the second,

the event was imprisonment. In the third, extending the logic of an

experiment of nature, we look at the effects of therapy on explana-

tory style.

Midterm Studies. Metalsky, Abramson, Seligman, Semmel, and Pe-

terson (1982) carried out a prospective study of college students and

their reactions to a low grade on a midterm. The participants were

undergraduates in an introductory psychology class. At Time One,

they completed the ASQ and a questionnaire asking about the grades

for the class midterm with which they would be happy or unhappy.

At Time Two, just prior to the midterm examination, their level of

depressed mood was assessed with the Multiple Affect Adjective

Check List (MAACL; Zuckerman & Lubin, 1965). At Time Three,

immediately following receipt of their midterm grade, the students

again completed the MAACL.
Our subjects were considered to have received a low grade if their

midterm grade was less than or equal to the grade with which they

said they would be unhappy. To test the predictions of the refor-

mulation, explanatory style scores for bad events were correlated

with standardized residual gain scores on the MAACL depression

scale from Time Two to Time Three. What happened? Explanatory

style for bad events predicted increases in depressed mood for stu-

dents who received low grades—internality (r = .34, p < .02), sta-

bility (r = .04, ns), and globality (r = .32, p < .02)—but not for

students who did well.

Recently, Metalsky, Halberstadt, and Abramson (1987) carried out

a more elegant version of this study. In addition to replicating the

basic finding just described, they examined the relationship be-

tween explanatory style and the actual explanation that students

made for their failure on the midterm. The helplessness reformula-
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tion claims that a person's explanatory style affects depression by

influencing the actual explanation given for failure. Metalsky et al.

(1987) had students offer an explanation for how they did on the

midterm. The researchers found that explanatory style predicted the

particular explanation for the midterm failure. The particular expla-

nation in turn predicted depressive reaction. Explanatory style per

se had no effect on depressive reaction, over and above its effect on

the particular explanation made. This experiment supports the causal

chain postulated by the reformulated theory.

Prison Study. Does explanatory style predict depression following

imprisonment (Bukstel & Kilmann, 1980)? For most individuals, im-

prisonment is inarguably a bad event. Prisons deny individuals con-

trol over even the most mundane aspects of their lives (cf . Goffman,

1961; Taylor, 1979). We would expect, then, that a common reaction

to imprisonment is depression. Furthermore, we would predict that

prisoners with a pessimistic explanatory style would be the most

likely to become depressed after internment. We describe a prelim-

inary study of this, in which individuals completed the ASQ upon
their imprisonment. Then, shortly before their release, these same
individuals completed the BDI (Peterson, Nutter, & Seligman, 1982).

Within one week following imprisonment at a maximum security

prison in either New York, Ohio, or Pennsylvania, 245 adult males

(ranging in age from seventeen to sixty-four years; average age,

twenty-seven years) completed the ASQ. Within one week before

their release, which varied from one month to one year, they com-

pleted the BDI. For 28 prisoners, BDI scores from the time of initial

imprisonment were available. These averaged only 1.68, suggesting

that subjects were not at all depressed at the time of imprisonment.

But at the end of their imprisonment, prisoners scored an average

of 17.7 on the BDI, placing them in the moderately to severely de-

pressed range. Furthermore, their depressive symptoms at the end
of the imprisonment were strongly associated with their explana-

tory style at the beginning of their prison term. As expected, expla-

nations for bad events were positively correlated with the develop-

ment of depressive symptoms: internality (r = .34, p < .001), stability

(r = .36, p < .001), and globality (r = .35, p < .001).

These experiments of nature confirm the reformulation and sug-

gest that depressive explanatory style may predict who will become
most depressed when tragedy or disaster strikes. The usefulness of

this predictor is now being studied among bereaved relatives, among
rapid-cycling bipolar depressives, and among women who have just



206 Learned Helplessness

given birth (Cutrona, 1983; O'Hara, Rehm, & Campbell, 1982; but

cf. O'Hara, Neunaber, & Zekoski, 1984). There is a final group whose

change in explanatory style provides an important experiment of

nature: depressed patients undergoing therapy.

Therapy. Therapy fits our definition of an experiment of nature.

The explanatory style and depression of patients can be observed

before, during, and after therapy. The reformulation makes two

predictions about therapy: (1) the change in explanatory style for

the better (more external, unstable, and specific for bad events)

should result in relief from depression; and (2) relapse should tend

to occur among patients whose depression remits during therapy

but whose explanatory style remains poor.

There are four kinds of treatments that are well documented in

their relief of unipolar depression. Two are somatic: antidepressant

drugs (most commonly tricyclics) and electroconvulsive shock. Two
are psychotherapeutic: cognitive therapy and interpersonal therapy.

In treatment with tricyclics and cognitive therapy, changes in ex-

planatory style and depression have been tracked.

In one relevant study, unipolar depressed patients were ran-

domly assigned to either tricyclic therapy, cognitive therapy, or both,

and given twelve weeks of treatment (see Hollon, Shelton, & Loosen,

1991). Each treatment produced strong relief from depression. Ex-

planatory style was measured by the ASQ at the beginning, middle,

and end of therapy. What was the relation between the patient's

relief from depression and his or her change for the better in ex-

planatory style? In the tricyclic group, the correlation was nonsig-

nificant. In the group getting both cognitive therapy and tricyclics,

the relation was strongly positive (r = .55, p < .001). In the cogni-

tive therapy group, the relationship was also very strong (r - .77

,

p < .001). Seligman et al. (1988) and Persons and Rao (1985) re-

ported parallel strong correlations between relief from depression

and improvement in explanatory style during therapy.

What do these results mean? As explanatory style changes for the

better during cognitive therapy, patients become less depressed. But

in drug therapy, improving someone's explanatory style was unre-

lated to symptomatic improvement. This suggests that cognitive

therapy and drug therapy break up depression in different ways.

Perhaps drug therapy activates patients, and cognitive therapy

changes the way they look at causes.

But this finding, however suggestive it may be, is merely a cor-

relation over time. Here is our hypothesis about the causal chain:
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cognitive therapy produces a change for the better in explanatory

style, which in turn causes depression to lift. As the data stand,

this could be true. But it is also possible that the change in depres-

sion causes the improvement in explanatory style or that cognitive

therapy changes something else, such as calling up good memories,

which improves both explanatory style and depression. We are cur-

rently engaged in a detailed test of what the causal chain actually

might be. Using each of the twelve therapy sessions from each of

the patients in the study just described, we have indexed the amount

and quality of therapy delivered, the explanatory style, and the

depression level in each session. We are undertaking causal mod-
eling to test the chain. What we hope to find is that following ses-

sions in which a great deal of quality cognitive therapy is delivered,

the person's explanatory style improves. When that happens, his or

her depressive symptoms then remit.

There is also a hint that we can predict a relapse from someone's

lack of improvement in explanatory style. Seligman et al. (1988) fol-

lowed thirty-eight patients through cognitive therapy and one year

of follow-up. The three patients who relapsed were among the four

who had the least improved explanatory style at the end of therapy,

even though their depression had remitted by the end of therapy.

For the moment, this suggests that the conservative posture is not

to terminate therapy until both depression remits and explanatory

style improves.

The specificity of explanatory style change to cognitive therapy

and not to tricyclics suggests that the specific active ingredient in

cognitive therapy might be explanatory style change. In other words,

the basic techniques of cognitive therapy may boil down to strate-

gies for changing people's explanations. Recognizing automatic

thoughts ("I'm a terrible mother and deserve to die") and marshal-

ing evidence against them ("No, I'm just not a morning person")

seem to change explanations of bad events from internal, stable,

and global to more external, unstable, and specific. The search for

alternatives ("Is it really true that you're a lousy student or might

the professor have given low grades to everyone?") seems a search

for less internal, stable, and global explanations. And another cog-

nitive therapy technique—reattribution training—is explicitly geared

toward explanatory style change.

In summary, cognitive therapy produces pronounced improve-

ment in explanatory style. This improvement is durable; in a one-

year follow-up, Seligman et al. (1988) found high stability of explan-

atory style gain. We speculate that change in explanatory style is
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the active ingredient of cognitive therapy. Perhaps future versions

of cognitive therapy should be explicitly and specifically attribu-

tional (cf. Forsterling, 1985).

MODERNITY AND DEPRESSION

Let's recap before we move on. We began this chapter by looking

at the symptoms of depression. We found that they matched rea-

sonably well with the symptoms of learned helplessness. We ar-

gued, however, that the original theory was flawed in its claim that

helplessness (as produced in the laboratory) was a model of depres-

sion. It failed to account for boundary conditions. By adding the

premise of a depressive explanatory style, the theory could account

for variations in depression across time and space. Explanatory style

also predicted who would be at particular risk for depression, and

we found that a good deal of evidence confirms this.

We do not have room for an exhaustive discussion of all the risk

factors for depression (genetics, bad life events, fall and winter

months, and so on), but there is a puzzling risk factor that the re-

formulated theory may illuminate. Indeed, it is the risk factor from

which this book derives its subtitle, "A theory for the age of per-

sonal control." Something about modern life seems to have greatly

multiplied the likelihood of depression, and it may be our glorifi-

cation of the individual.

An Era of Melancholy?

There is growing evidence that we live in an era of melancholy. In

the past, it has been notoriously hard to compare the prevalence of

depression throughout history, but several recent studies have

overcome such problems, particularly the differences in classifica-

tion of depression over time (Jackson, 1986). In other words, the

diagnosis of depression today means something different from its

diagnosis fifty years ago, such that comparing tabled rates of

depression from 1940 with those of 1990 is almost like comparing

apples and oranges. The current studies, however, use a uniform

classification scheme, derived from the structured diagnostic inter-

views associated with DSM-III-R, so that a case of depression in

1950 must meet the same criteria as a case today.

The ECA (Epidemiological Catchment Area) Study. In the late 1970s,

the National Institute of Mental Health (NIMH) decided to get de-
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Table 6-4. Lifetime Prevalence of Major Depressive Episodes by Age
Adapted from Robins et al., 1984.

18-24 yrs

Born c. 1960

n = 1,397

25-44 yrs 45-64 yrs

c. 1945 c. 1925

n = 3,722 n = 2,351

Over 65

c. 1910

n = 1,654

New Haven
Baltimore

St. Louis

7.5%

4.1

4.5

10.4% 4.2%

7.5 4.2

8.0 5.2

1.8%

1.4

0.8

Source: Robins, L. N., et al. (1984). Lifetime prevalence of specific psychiatric disorders in three

sites. Archives of General Psychiatry 41:949-958. © 1984 by the American Medical Association.

Adapted by permission of the publisher.

finitive statistics on the frequency of different disorders in America

(Robins et al., 1984). Toward this end, three centers (New Haven,

Baltimore, and St. Louis) were designated, and 10,000 adults, rep-

resentatively sampled, received standard diagnostic interviews be-

tween 1978 and 1981. The study is a gold mine for students of psy-

chopathology, and here we concentrate on one aspect of it: lifetime

prevalence of a major depressive disorder with age.

The lifetime prevalence of a disorder is the percentage of a pop-

ulation that has had the disorder at least once in their lifetime. Be-

cause this is a cumulative statistic, if the disorder has the same risk

across historical time, older people will have a higher lifetime prev-

alence than younger people, simply because they have had more
years in which to develop it. The occurrence of a major depressive

disorder was ascertained by asking subjects whether symptoms of

depression had occurred at any time of life and to what extent. Ta-

ble 6-4 shows the lifetime prevalence of different age groups across

the three sites.

These data are remarkable. They suggest that if you were born

around 1910, you had only a 1.3% chance of having a major de-

pressive episode, even though you have had at least a seventy-year

opportunity to get it. In contrast, if you were born after 1960, you
already had a 5.3% chance, even though you have only had a twenty-

year opportunity. These are whopping differences, suggesting a

roughly tenfold increase in risk for depression across two genera-

tions.

Birth Cohort Study. Relatives of individuals with major depressive

disorders are themselves at heightened risk for depression, proba-

bly for genetic reasons. Do the same cohort (decade of birth) trends
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hold with relatives at risk? To ask this question, 2,289 relatives of

523 people with affective disorders were given the structured diag-

nostic interview probing for their lifetime prevalence of a major de-

pressive disorder (Klerman et al., 1985).

Again, the effects of historical time are enormous—about one or-

der of magnitude. Consider, for example, women born in 1950 ver-

sus women born before 1910. By age thirty, about 65% of the women
born in 1950 had experienced a depressive episode, whereas fewer

than 5% of the 1910 cohort had experienced one by the time they

were thirty. At almost all corresponding points, a more recent year

of birth confers more and earlier risk for a major depressive disor-

der. Overall, we can once again estimate a risk increase of roughly

tenfold across two generations.

The Old Order Amish. At the same time that these two studies were

being conducted, the rate of depression among the Amish living in

Lancaster County, Pennsylvania, was also being assessed (Egeland

& Hostetter, 1983). A parallel diagnostic interview was used. The

Amish are an ultrastrict Protestant sect. No electricity is permitted

in their homes, horses and buggies are used for transportation, al-

coholism and crime are virtually unknown among them, and their

pacifism is absolute. They are a closed population, descended en-

tirely from thirty eighteenth-century progenitors. Because they view

mental illness as one of the worst ailments affecting humankind,

they have cooperated openly with a thorough epidemiological study

of depression and suicide in their midst.

For the five-year period from 1976 to 1980, 41 active cases of ma-

jor depressive disorder were found; this is a five-year prevalence of

about 0.5 percent (there are 8,186 adult Amish). If we compare this

rate with the parallel figures from the ECA studies, we can roughly

estimate that the Amish have about one-fifth to one-tenth the risk

for unipolar depression as their neighboring Americans from mod-
ern cultures.

A Possible Explanation

Let us assume that the prevalence of normal depression has actually

remained constant in this century. Let us also assume, however,

that people in the past handled their depressions differently than

we do now. Specifically, the low mood and pessimism of normal

depression may have been taken less seriously in the past, regarded

as less important and more inevitable.
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"Accentuate the positive, eliminate the negative"; "When you feel

blue, do something for someone you love"; "Life isn't a bed of roses";

and ''Arbeit macht das Leben Suess" (i.e., "Work sweetens life") were

popular guidelines for dealing with low mood in the first half of

this century. They are also strategies that minimize one's awareness

and reporting of negative feelings. More profoundly, they may pre-

vent normal depression from escalating into unipolar disorder.

In contrast, a culture like our own that takes seriously individu-

ality, control, and hedonism may pay the price of increased depres-

sion. Indeed, we do more than just take personal control seriously;

we sanction it and glorify it. But suppose depression is in part a

disorder of personal control. Suppose depression results from find-

ing oneself helpless and then feeling hopeless. We would predict

an epidemic of depression to be raging, and it is.

Modernity has raised our goals and expectations that we can

achieve them ("all problems have a solution") beyond any fit with

reality. It has increased the sheer number of helplessness experi-

ences, of failures. To the extent that we have more opportunities

and choices, we have a greater chance of failing. Finally, to the ex-

tent that modernity supports and sanctions internal, stable, and global

explanations of why we fail, it enhances a depressive explanatory

style. Because we as a people take individual control seriously, it

follows that when an individual fails, self-blame—about stable and

global faults—is a plausible explanation.

Remember our discussion of the Amish. They are an agrarian so-

ciety, with limited individual goals and limited personal choice.

"Control" lies with their society and their God. With more modest

individual goals comes a much greater chance of achieving them.

And if they do fail, they may have an explanatory structure that

does not place all of the blame on the individual. Failure is seen in

terms of unstable and specific causes (an afterlife and God's plan).

Let us further contrast our modern society with the Kaluli (Schief-

felin, 1990). They are a depression-free New Guinea culture, in which

failure and loss always demand and usually get retribution or res-

titution. The individual is not often helpless, but when he is, he is

not equipped with an explanatory structure that makes his present

helplessness stable and global, transforming it into hopelessness.

CONTROVERSIES

Within the arena of helplessness and depression, we think there are

three main controversies. First, what is the mechanism by which
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explanatory style puts people at risk for depression? Second, who
is in better touch with reality, depressed or nondepressed people?

Third, is normal depression continuous or discontinuous with uni-

polar depressive disorder?

Mechanism of Explanatory Style

The evidence suggests that a depressive explanatory style puts peo-

ple at risk for later depression. Is this because explanatory style causes

later depression, or does it merely correlate with some other pro-

cess that is the causal factor? If it is causal, does it play a minor or

major role? This is not just an academic question. If some other

process, like depressive memories, triggers depression and is merely

associated with depressive causal thinking, therapy should focus on

that process rather than on explanatory style.

In our theory, explanatory style is far upstream in the chain that

causes depressive symptoms. We claim that the person's expecta-

tion that bad events are uncontrollable is the immediate cause of

his depression. The expectation, in turn, is influenced by the reality

of the bad events and the explanation he makes. Explanatory style

merely influences his particular explanation. But usually, only sin-

gle links of this theory have been tested (e.g., the link between style

and depression), and only studies like Metalsky et al.'s (1987) have

tested two or more steps at the same time. Even in this study, ex-

planatory style accounted for only a small part of the variance in

depression, as is the case in other longitudinal studies of depres-

sion. Other variables seem to be at work here. What other psycho-

logical processes are likely to put one at risk for depression? How
do they interact with the person's explanatory style?

One contributing factor may be expectational style. In the same way
that a person may have a characteristic way of explaining bad events,

he may also have a characteristic way of expecting bad events to

occur. Usually, these two processes are closely related; if you be-

lieve you failed an exam because you are stupid, your expectations

about future academic failures will be stable and global. But causes

and consequences do not always have the same characteristics.

For example, if you are crippled by a drunk driver in a freak ac-

cident, the cause is unstable and specific. The consequences, a life-

time in a wheelchair, however, are stable and global. This event is

apt to be depressing, no matter how circumscribed its cause. With

this in mind, Nolen-Hoeksema, Skinner, and Seligman (1984) de-

vised an Expectational Style Questionnaire (ESQ), which asked peo-
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pie to generate the consequences of the events in the ASQ and to

rate them along the stable and global dimensions (internality of con-

sequences does not make much sense). We found a .50 correlation

between explanatory style and expectational style, and roughly the

same correlation of each with depression. At this point, we do not

know what unique contribution each of these variables makes to

depression, but it is possible that expectational style triggers

depression and explanatory style merely correlates with it.

Hull and Mendolia (1991) have started to explore these possibili-

ties using techniques of causal modeling. In two studies with col-

lege students, they found that explanatory style predicted depres-

sive symptoms through an effect on expectations. This is consistent

with the reformulation. However, these researchers also found that

explanatory style had a direct influence on depressive symptoms,

one that did not depend on the hypothesized intermediary of ex-

pectations.

Abramson, Metalsky, and Alloy (1989) have also taken a close

look at the possibility that expectations of future bad events are crit-

ical in producing depression. In what they describe as a revision of

the attributional model of helplessness (a re-reformulation, as it were),

they propose that hopelessness is the proximal cause of depression.

Hopelessness entails an expectation of helplessness (response-out-

come independence) coupled with the belief that bad events will

occur frequently in the future. By their hopelessness account, a be-

lief in helplessness per se need not lead to depression so long as

the individual does not expect bad events to occur. For example, an

individual may believe that she cannot control the consequences of

a nuclear war or a terrorist attack, but she does not find uncontroll-

ability disconcerting so long as she does not expect these events to

occur.

The hopelessness theory is persuasive, yet as we write, it is still

untested. It may pose overly fine conceptual distinctions that will

prove difficult—even impossible—to tease out in actual research.

Along these same lines, the helplessness model, in both its original

and reformulated versions, can be criticized for never testing all the

hypothesized processes at once. This may be due to the difficulty

inherent in doing so, given the current status of research tech-

niques. The "re-reformulation" of Abramson et al. (1989) may suffer

from a similar fate, even more so. For the time being at least, we
are not yet ready to jettison the reformulation in its favor, though

we will watch the research it generates with interest.

Another process that might trigger depression, from which ex-
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planatory style conceivably follows, is perception of negativity. Ex-

planatory style begins its work only after a bad event is perceived

and appraised as negative. But depression may entail a level of in-

formation processing much lower than explanations, expectations,

and memory, so that events are judged or appraised more nega-

tively. Similarly, depressed people may be accessing their negative

memories more easily (Bower, 1981). Either of these processes— more

negative appraisals or more negative memories—would tend to pro-

duce a more depressive explanatory style.

What is called for is an explicit spelling out and operationalization

of these constructs and a longitudinal study of explanatory style,

expectational style, hopelessness, appraisal of negativity, and ac-

cess to negative memories as they uniquely influence an individu-

al's risk for later depression.

Related to this problem is the role of life events. The reformulated

helplessness theory purports to be a "diathesis-stress" model in which

depressive explanatory style is the diathesis and uncontrollable bad

life events the stress. But the evidence is much stronger for the

diathesis than for the stress. So, for example, in the Nolen-

Hoeksema et al. (1986) study of children and in the Firth and Bre-

win (1982) study of patients, explanatory style predicted depres-

sion, but life events did not. We suspect that this is a technical

problem rather than a conceptual one: the usual measures of major

events (death, divorce) may be less important than the daily hassles

(Kanner, Coyne, Schaefer, & Lazarus, 1981). But there may be an

interesting conceptual twist to the problem: the undertoad.

In The World According to Garp, Garp's son is told by his parents

to watch out for the undertow (Irving, 1978). He mishears this as

the name of a dangerous monster, the undertoad, which he even-

tually imagines to be lurking under the swimming pool drain. Sim-

ilarly, depressive thinking is tied up with imagined or exaggerated

events as well as real ones. Depressives see clouds around silver

linings and imagine undertoads to be lurking everywhere. A rup-

ture in the swimming pool liner can throw a depressive into the

same tailspin as a rupture in his marriage. The precipitating life

events in depression may often be undertoads, not easily mea-

sured, rather than objective hassles or major life events. And it is

in the realm of the undertoad that psychodynamic thinking may
legitimately contribute to theorizing about depression. Why does a

rupture in the swimming pool liner so profoundly threaten some
people's sense of well-being and not others'?

Dykema, Bergbower, and Peterson (1992) have recently docu-
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merited the role of the undertoad in depression. In a longitudinal

study, we found that pessimistic explanatory style led to subse-

quent depressive symptoms through its effect on the numbers of

hassles a person experienced in ongoing life. Also included in this

study were measures of major life events, and these did not influ-

ence depressive symptoms, alone or in an interaction with explan-

atory style. Said another way, those with a pessimistic explanatory

style see the world as more troubling than do their more optimistic

counterparts, and this perception may lead to depression.

Who Distorts Reality?

Maybe the depressive is right about reality, and it is nondepressed

people who distort reality, but in a benign, self-serving direction.

Many of you reading this chapter probably believe that there is no
purpose in the universe beyond the one you create for yourself.

Why, then, are you of such good cheer? Could it be that remaining

nondepressed requires active illusions that defend against the

knowledge that ultimately we all fail and that the universe is indif-

ferent to us?

This is a second arena of controversy. On the one hand, clinicians

such as Beck (1967) see depressives as distorting reality in a self-

destructive way. On the other hand, experimenters led by Lauren

Alloy and Lyn Abramson have gathered quite a bit of evidence im-

plying that it is nondepressives who distort reality, although in a

self-serving way. Beck's view is more intuitive. Depressed people

often see underloads—they imagine that the rupture in the pool

liner means they are incompetent wives, that they are just a breath

away from becoming homeless. This clinical view is also bolstered

by a clinical wish: the desire, in treating depression, to be both the

agent of truth and the harbinger of happiness.

There are five areas in which distortion has been assessed as a

function of depression: judgments of control, expectancies for suc-

cess, judgments of skill, memory, and explanatory style. We do not

have the space to give an exhaustive review of these data, but we
can lean heavily on Alloy and Abramson's (1988) review of this lit-

erature to take a quick look at the thrust of what is known in each

of these areas.

Judgments of Control. In a now classic experiment, Alloy and
Abramson (1979) had students with or without depressive symp-
toms press a button and then judge how much control they had
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over a light that was then turned on. These researchers varied the

amount of actual control from nearly complete to none. All the sub-

jects were accurate when there was some control. When there was

no control, the depressed students remained accurate. The nonde-

pressed students became highly inaccurate, reporting substantial

control when there was none. Alloy and Abramson (1979) con-

cluded that depressed subjects were sadder but wiser and that non-

depressed subjects distorted reality in a self-serving direction.

The illusion of control seems to result from how nondepressed

people organize the information they receive, not from the distorted

reception of information. Nondepressed people accurately perceive

that probabilities of the light going on given that they did or did

not press the button, but they organize the information into an in-

flated judgment of control. They discount their failures to control in

a way that depressives do not ("that didn't count—I wasn't ready").

Further, the phenomenon is specific to ego involvement. When de-

pressives judge others' control, they succumb to the illusion and
inflate how much control they see other people as having (Martin,

Abramson, & Alloy, 1984).

This basic finding has been replicated a number of times (e.g.,

Tennen & Sharp, 1983; Vazquez, 1987, experiments 1 and 2). But it

has not always been found. Vazquez (1987, experiment 4) reported

that when negative statements ("my problems are in general un-

solvable") rather than a light are the noncontingent outcome, de-

pressed subjects believe they have control, whereas nondepressed

subjects detect the noncontingency. Conversely, when the state-

ments are positive, depressed subjects detect the noncontingency

and nondepressed subjects show the usual illusion of control.

Overall, the weight of the evidence suggests that nondepressed

subjects typically show the illusion of control, whereas depressed

subjects estimate control accurately. But under some boundary con-

ditions, at least, the depressed subjects distort what is really going

on, and the nondepressed are accurate.

Expectancies for Success. Golin, Terrell, and Johnson (1977) had de-

pressed and nondepressed people roll dice and estimate the proba-

bility of success. A win was defined as a roll of 2, 3, 4, 9, 10, 11, or

12, resulting in an objective win probability of 44 percent. Depres-

sives were accurate, and nondepressed individuals overestimated

how well they would do.

Similarly, Alloy and Ahrens (1987) asked students to forecast their

academic success. Again, depressed students were accurate, and
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nondepressed students inflated their chances of success. Numerous
demonstrations exist of the optimism of nondepressed individuals,

and this phenomenon is so widespread that it has even earned its

own name

—

positive illusions (Taylor, 1989). What is interesting to us

about nondepressive optimism is the fact that its counterpart is not

necessarily depressive pessimism but rather depressive realism.

Judgments of Skill. Some years ago, Newsweek reported that 80 per-

cent of American men think they are in the top half of social skills.

They must have been nondepressed, if the results of Lewinsohn,

Mischel, Chaplain, and Barton (1980) are valid. These investigators

asked depressed and nondepressed patients to participate in a panel

discussion and later had the patients judge how skilled their perfor-

mance was. As judged by a panel of observers, depressed patients

had fewer social skills than nondepressed patients. Most important,

depressed patients judged their skill accurately, while nonde-

pressed patients overestimated their skill (see also Roth & Rehm,
1980; Siegel & Alloy, 1990; Strack & Coyne, 1983).

Memories. There are several studies in which depressed and non-

depressed subjects were asked to remember good and bad events

that have happened to them (e.g., Teasdale & Russell, 1983). In

general, depressed subjects recall more bad events and fewer good

events than nondepressed subjects, who show the reverse pattern.

But who is more accurate? That is, when the real number of good
and bad events is known, who distorts the past, depressives or

nondepressives?

There are conflicting data on this, but in general, depressives seem

to recall fewer good events and to be accurate about bad events,

whereas nondepressives do just the opposite (see Buchwald, 1977;

DeMonbreun & Craighead, 1977; Dennard & Hokanson, 1986; Nel-

son & Craighead, 1977; Wener & Rehm, 1975).

Explanatory Style. "Failure is an orphan, and success has a thou-

sand fathers." We find this to be true of nondepressives; for de-

pressives, however, both success and failure have a single father.

One pattern has consistently emerged in all of our studies of ex-

planatory style: lopsidedness among nondepressives and even-

handedness among depressives. To explain this, we focus on good
versus bad events: a depressive' s explanatory style is roughly the

same for good and bad events; that is, to the extent that a depres-

sive is a bit above average on internality, stability, and globality for
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bad events, he is also a bit above average on internality, stability,

and globality for good events. Nondepressives are lopsided: bad

events tend to be external, unstable, and specific, but good events

are internal, stable, and global. And the more nondepressed, the

more lopsided. The difference score between composite positive and

composite negative on the ASQ indexes lopsidedness. The higher

the difference, the more lopsided.

Alloy (1982b) reviewed the data from eleven samples of de-

pressed and nondepressed children, students, and patients. She

found that in almost every case, nondepressed people showed a

greater lopsidedness than depressed people, who tended to hover

around zero, indicating no bias at all.

This means that a nondepressed person tends to see a success as

caused by him, as abiding, and as enhancing all that he does; whereas

a failure is seen as someone else's fault, as going away quickly, and

as local. A depressed person, in contrast, sees his successes and

failures as caused in the same way. Put another way, nondepressed

people see themselves as specially favored in the universe, whereas

depressed people see the universe as indifferent to them.

The research on lopsidedness suggests as well that we should be

quite careful in saying that depressives favor internal, stable, and

global causes for bad events and external, unstable, and specific

causes for good events. This is true when it is understood that these

conclusions hold relative to nondepressives, and indeed, this is the

way our research program has always been carried out. They are

not true in the absolute sense.

Overall, in five areas—judgment of control, expectancies for

success, judgment of skill, memory, and explanatory style—self-

erving nondepressive distortion and depressive accuracy emerge,

although the data in memory are less clear-cut than in the other

areas. We believe that future research should be directed to two
central questions about this controversy.

First, are there depressive distortions when very severe depres-

sion is involved? The great majority of these studies have con-

trasted mild or moderate depression with its absence, and the clin-

ical anecdotes about depressive distortion are about very severe

depressives. We look forward to a grand study of the five kinds of

distortions along the whole range of affect from mania to severe

depression.

Second, is depressive realism a risk factor or a mere correlate of

depression? All of the studies are cross-sectional, so we cannot tell

if the realists tend to become depressed and those with benign il-
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lusions tend to remain invulnerable. A longitudinal study of indi-

viduals who are not depressed at the outset but who have all five

kinds of depressive realism will answer this causal question.

The results of such an investigation are critical in evaluating how
well learned helplessness captures the phenomenon of depression.

We have argued that the parallels between learned helplessness and

depression are close and numerous, but the phenomenon of de-

pressive realism—if it remains viable—is an important disanalogy.

Remember that helplessness (and we assume depression) is thought

to be tied up with the perception of response-outcome indepen-

dence. This presumably is a veridical perception. But the research

we just reviewed suggests that people come very reluctantly to this

perception if they are not depressed in the first place. Does this

mean that the learned helplessness model of depression applies only

to those who are already depressed?

Continuity-Discontinuity

Theorists and researchers frequently assert that mild depression and

severe depression are different entities, that we cannot generalize

from the one phenomenon to the other. This discontinuity view

stems directly from the medical model of depression. According to

this view, depression severe enough to require therapy or hospital-

ization is a disorder. It is an illness, the process of which differs in

kind and not just degree from the normal depression with which

most of us are familiar. But the more we examine this claim, the

more wrong it seems. We believe that depression is continuous,

that the mild versus severe distinction is merely quantitative, and
that this debate has no grounding in good theory or research. The
debate is a guild issue, not an intellectual one.

Let's start by considering different ways of phrasing the discon-

tinuity position. None is compelling upon close examination. So, by

one possible meaning, individuals experiencing mild depression are

distinct from those experiencing severe depression, like collies are

distinct from dachshunds, pennies from nickels, and dwarfs from

short people. The claim of discontinuity implies that there is a sharp

break at the severe tail of the distribution of one or more depressive

manifestations. For example, dwarfism is different in kind from

shortness because at the extreme tail of the height distribution is a

bump, and that bump contains people with features that differ from

other very short people, such as limbs out of proportion to their

trunk. Midgets, on the other hand, seem to differ only in degree
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from short people, because (absent the dwarfs) there is no bump at

the short tail of the height distribution, and those in the tail have

no features different in kind from their neighbors who are up the

distribution. Is unipolar depressive "disorder" like dwarfs or like

midgets?

Depression is diagnosed by the number and severity of various

symptoms. Discontinuity seems to require that symptoms like in-

somnia, self-blame, weight loss, and so on be distributed bimodally

among the population of depressives (and among the population as

a whole). There is no evidence that this is the case. In fact, in most

of our studies of depression, we routinely correlate some variable

(like explanatory style) with severity of depression. We find, of

course, that people at the severe end differ from people with no

depression, and this group difference is compatible with both the

continuity and the discontinuity position. But more important, we
always find a linear relationship between the variable and severity

of depression; the more depressed, the more of it the person has.

In all studies we know of in which the investigators bothered to

look at individuals with no, mild, moderate, and severe depressive

symptoms, evidence for continuity has emerged. Those studies that

claim to support discontinuity simply fail to use individuals from

across the entire range of depressive symptoms.

Consider the medical search for strong diagnostic tests of depres-

sion. There are medical procedures that attempt to identify depres-

sion by exposing individuals suspected of being depressed to some
sort of biological challenge. The hope is that their physiological re-

sponse to the challenge will unambiguously separate them into two

groups: depressed and nondepressed. So, after much initial hoopla,

the dexamethasone suppression test was branded a failure as a strong

diagnostic procedure for depression once the comparison groups

began to include people with moderate versions of depression (Ni-

erenberg & Feinstein, 1988). Researchers are currently touting one's

response to thyroid-releasing hormone (Loosen, 1988); we suspect

it will have the same fate.

The discontinuity view also requires those susceptible to mild

depression be unlikely to experience severe depression and vice versa.

We know of no evidence that this is the case. It seems just the

opposite. Mild depression is the breeding ground for severe depres-

sion, and a history of severe depression is a risk factor for mild

depression.

A second possible meaning of the discontinuity view is that mild

depression is characterized by one symptom or class of symptoms,
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whereas severe depression is characterized by a second symptom
or class of symptoms. Thus, some suggest that mild depression is

a cognitive disorder, marked by pessimism and demoralization,

whereas severe depression is a somatic disorder, marked by physi-

cal and appetitive disturbances. Another way to say this is that mild

depression does not involve somatic symptoms and severe depres-

sion does not involve cognitive symptoms, or—more plausibly—that

cognitive symptoms outweigh somatic symptoms in cases of mild

depression and the opposite is true in cases of severe depression.

Again, there is no evidence for this.

A third possible discontinuity view is that mild depression and
severe depression have different causes, even though their symp-

toms fall along the same continuum. Mild depression is a reaction

to life's setbacks, and severe depression results from biochemical

anomalies that are perhaps genetically transmitted. However, again

we find no evidence that this is the case. Indeed, available findings

suggest that mild and unipolar depressive disorder have the same
risk factors: early loss, experience with uncontrollable events, pes-

simistic expectations, depression in the family, and so on. Further-

more, genetic risk also does not discriminate between a continuity

and discontinuity position. There are indeed studies that show ge-

netic risk for unipolar depression. For example, identical twins have

significantly higher concordance for depression than do fraternal

twins (Allen, 1976). Evidence for heritability is not evidence for dis-

continuity, however, unless a single gene causes depression, and
this is clearly not the case. A continuity view of these data assumes,

for example, that the more genetic material of a given kind present,

the greater the severity of depression. A discontinuity view as-

sumes that if the genetic material is present at all, depression must
occur; if absent, depression does not ensue.

A fourth possible discontinuity view holds that mild depression

admits to psychological cure, whereas severe depression requires

drugs. In other words, the mild versus severe distinction makes
sense in terms of therapy, even if not in terms of symptoms or

causes. Consider a person who falls down the stairs and cracks a

bone in her leg. The fracture can vary along a continuum from slight

to severe, as can the fall from one step to many steps. But in cases

of "mild" breaks, the person merely rests, whereas in cases of "se-

vere" breaks, a cast is needed to bring about recovery. Once again,

though, there is no evidence that treatments for depression are dif-

ferentially effective for mild versus severe forms of the problem.

As we examine the different renditions of the discontinuity posi-
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tion, we find no support for any of them. The assumption of con-

tinuity wins by default. The question remains, though, as to why
some theorists and researchers continue to believe so strongly in

the distinction.

We speculate that three related reasons are involved. First, psy-

chopathologists show a bias toward studying phenomena with di-

agnostic labels (Persons, 1986). Mild depression does not warrant a

DSM-III-R or Research Diagnostic Criteria (RDC) or Schedule for

Affective Disorders and Schizophrenia (SADS) diagnosis, and so they

assume that it must be quite different from severe depression, which

of course does earn itself a diagnosis.

Second, psychopathologists who work from a psychodynamic or

biological perspective tend to reify problems in living (Szasz, 1961).

Because severe depression is more stable and general in its manifes-

tation, it is easier to believe that something must be lurking behind

it that is not present in the more transient and circumscribed mild

depression.

Third, psychopathologists tend to study problems that bring about

psychiatric treatment. Certainly being a patient versus not being a

patient, or being hospitalized versus not, is related to severity of

depression. And patienthood or hospitalization sets into motion all

sorts of social and psychological processes that further distinguish

groups of people. But these are secondary to depression. Becoming

a patient indicates not only being more severe on a symptom con-

tinuum but also being willing to pay money for therapy or to bear

the ensuing stigma. Becoming a patient may reflect the details of

one's health insurance plan. None of these is a distinction in kind.

Perhaps the mild versus severe distinction makes most sense when
cast in economic or sociological terms! Regardless, we should not

let any of these biases—toward labels, toward reification, toward

hospitalization—make the quantitative distinction among depres-

sives into anything more than it really is.

Ultimately, as touched upon earlier, we think that the force be-

hind the belief in discontinuity comes from guild issues. The belief

that unipolar depressive disorder is discontinuous from ordinary

depression has serious real-world implications. It suggests that

depression should be treated by medical rather than nonmedical

personnel. It suggests that the mode of treatment should be biolog-

ical rather than psychological. It suggests that researchers interested

in understanding and alleviating depression should choose patients

for study rather than students, or factory workers, or housewives.

It suggests that the proper setting for research should be the hos-
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pital or clinic, not the classroom or shopping center. If there is no
evidence for the discontinuity position, these suggestions make lit-

tle sense.

We do not recommend that theorists and researchers stop paying

attention to the severity continuum. Indeed, we recommend that

they start doing so. Researchers within the helplessness tradition

are among the few who investigate the same sorts of questions with

samples differing in severity of depression. Only by studying indi-

viduals whose depressive symptoms vary in frequency, diversity,

intensity, duration, and intractability can we get a full understand-

ing of the process and alleviation of depression.

WHAT WE KNOW

Here is what we believe is known:

1. The naturally occurring symptoms of unipolar depression are

reasonably well matched with the symptoms of learned help-

lessness in animals and humans.

2. Depressed people make internal, stable, and global explana-

tions of bad events and tend to make external, unstable, and
specific explanations of good events.

3. This depressive explanatory style is probably a risk factor for

later depression.

4. Cognitive therapy provides significant relief from unipolar

depression, and it improves explanatory style at the same time.

Taken together, these stamp the learned helplessness model as a

useful account of depression. While the processes that are involved

in depression are doubtlessly more numerous than those specified

by any given model, certainly the learned helplessness approach

taps some of the critical factors (cf. Akiskal & McKinney, 1973, 1975).

Noteworthy is that the learned helplessness approach to depression

has always been theoretically driven, unlike many other explana-

tions of depression, which have developed from unsystematic ob-

servation and clinical trial and error.

WHAT WE DON'T KNOW
We already have discussed several controversial areas—mechanism,

distortion, and continuity—that are topics of ongoing conflict of

theory and data. We have outlined the research that should settle
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these controversies. But there are still two areas that have yet to be

the subject of conflicting data and intense theoretical debate: the

basis of sex differences in depression and the prevention of depres-

sion.

Susan Nolen-Hoeksema (1987, 1990) has comprehensively re-

viewed the mass of studies on sex and depression. These studies

convincingly point to roughly a twofold risk for females. But we
still don't know the cause of this sex difference.

Let us consider just the methodologically strong studies—those

that use standardized assessment procedures, large sample sizes,

and diagnostic systems that separate out unipolar and bipolar

depression. These studies divide into treated cases (people who are

undergoing therapy) and community samples, in which the re-

searchers go door-to-door. In seven of the eight studies of treated

cases in the United States, females were significantly more likely to

be depressed than males, with a mean ratio of 2:1. In the ten stud-

ies of treated cases outside the United States, nine showed more
females than males with depression, with a mean ratio of 2.3:1.

Treated cases may not reveal underlying sex differences in

depression, because women might be more likely to seek out treat-

ment than men. To get around this problem, a large number of

community studies have been conducted, and we earlier referred to

the most comprehensive one (the ECA study). Most major com-

munity studies show a preponderance of females over males, with

a mean ratio a bit under 2:1. Nolen-Hoeksema's review makes it

clear that this is not an artifact but a genuine difference in the ex-

perience of depression.

Overall, the preponderance of depression among women is clearly

established. Why this is so is much less clear. There are several

hypotheses, not incompatible, that follow from our own theorizing

(Nolen-Hoeksema, 1987). One is that the inferior status of women
and their early socialization lead them to be dependent and passive

and to expect that they will be helpless to control important events

in their lives (Radloff, 1975). Another is that women have learned a

more depressive explanatory style than have men (Dweck & Gil-

liard, 1975). A final possibility is that women are more state ori-

ented than men and so are inclined to worry about and explain bad

life events (foremost among them, depression itself), whereas men
are inclined to more action and less thought. State orientation about

depression (particularly if there is depressive explanatory style) will

amplify depression, whereas action orientation may dampen de-

pressive mood and bring about the resolution of one's problems.
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The data are simply not in on which, if any, of these hypotheses

is true. What we first need is a cross-sectional study of male-female

differences in perceived uncontrollability, explanatory style, and state

orientation. Ultimately, a longitudinal study of the development of

these three cognitions in relation to depression should be impor-

tant. We suspect that the transition to puberty is critical here. Rutter

(1986) reported that before puberty there is more depressive disor-

der among boys, but after puberty a dramatic shift occurs and girls

have more depressive disorder. Could it be that perceived helpless-

ness, explanatory style, and state orientation somehow flip-flop be-

tween the sexes at puberty?

Once depression has set in, cognitive therapy and a variety of

other antihelplessness techniques can relieve it. But people who seek

therapy are only a fraction of the people who suffer severe depres-

sion. In the United States, about one in ten young people will have

a major depressive episode at some point in his or her life. Another

one in ten will have a minor depressive episode. A quarter of a

million will commit suicide in the next decade. Fifteen percent will

become alcohol or drug dependent in their lifetime, with some large

fraction of these resulting from depression (Robins et al., 1984). Can
some, or even much of this, be prevented?

Depressive explanatory style and an impoverished repertoire for

coping with helplessness put one at risk for depression. Cognitive

therapy and a variety of behavioral therapies (e.g., assertiveness

training, social skills training) improve explanatory style and in-

crease one's coping repertoire. We believe that the techniques of

cognitive and behavioral therapy that relieve depression can be taught

preventatively. Moreover, these techniques can be taught to groups

in the classroom setting. And the crucial time to do this is at the

onset of puberty, when the risk for depressive disorder increases

manyfold.

We propose the following study. One large group of sixth graders

would receive weekly classroom experience in
'

'Personal Control

Training": recognizing automatic thoughts, marshaling evidence

against them, training in reattriburion, searching for alternative ex-

planations, challenging depressogenic assumptions, and so on. An-
other group would receive a similar amount of sex education or

some other useful but nonspecific (vis-a-vis personal control) tech-

nique. A third group would receive nothing. These individuals would
then be followed through the teenage years, with depressive symp-
toms, rate of depressive disorder, suicide attempts, substance abuse,

and school performance tracked. We predict a lowered rate of de-
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pressive problems in the group given preventative personal control

training. The most dramatic public health event of our lifetime was
certainly the Salk vaccine. Polio was all but eliminated as a health

threat by the universal immunization of young people. We specu-

late that the epidemic of depression afoot today could be markedly

reduced by immunization, systematically carried out in the schools,

against depression.



Learned Helplessness

and Social Problems

There are two stories about learned helplessness in people. The first

one has to do with the attempts in the experimental laboratory to

produce a phenomenon akin to that observed in dogs following un-

controllable shocks. The second one has to do with the extrapola-

tions of the helplessness phenomenon to explain all manner of fail-

ures of human adaptation. There are some striking differences

between these stories. As we described in Chapter 4, basic help-

lessness research has been controversial. In contrast,the applica-

tions for the most part have been enthusiastically accepted. But here's

an even more interesting wrinkle: the most thoroughly worked
through application of learned helplessness has been to depression,

and this is precisely the most controversial. In Chapter 6, we touched

on some of the reasons for this controversy.

In the present chapter we survey the applications of learned help-

lessness to social problems other than depression. These applica-

tions are numerous and diverse, ranging from the evening news to

the tribulations of Saint Paul. We approach these applications with

caution, to balance the uncritical use of helplessness concepts by

some theorists. We discuss how best to evaluate the application of

learned helplessness to particular instances of maladaptive behavior

and then survey the most popular areas of application and evaluate

them empirically by the criteria we propose.

We end up criticizing some applications of learned helplessness

as overly metaphorical. On very flimsy evidence, theorists may ar-

gue that learned helplessness is at work. At the same time, we are

sympathetic to people's need to explain passivity. Perhaps more so

227
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than the excesses of activity (like lust, gluttony, greed, and most

other deadly sins), which are readily attributed to passions, the ex-

cesses of inactivity are puzzling.

According to popular expression, among the most vexing things

we can do are those that involve passivity:

• Sitting there and taking it

• Not lifting a finger in our own defense

• Not thinking before acting

• Giving up
• Not making an effort

• Not sticking at it

• Not caring what happens to us

Psychologists of all stripes have thus tried to explain passivity (Cur-

tis, 1989). Psychoanalysts weave a web of complex ideas like depen-

dency or masochism or the death instinct, proposing that people

act passively because they are driven to do so and somehow derive

satisfaction from the bad outcomes that follow. In similar fashion,

strict behaviorists propose that passivity follows explicit reward for

inactivity and/or punishment for activity (Chapter 2).

We're not smart enough to see how the psychoanalytic claims

could be tested. The behaviorist account can be tested, but some-

times it is found wanting. Passivity may occur in situations in which

the prevailing rewards and punishments should encourage activity.

How then do we explain passivity? Here is where learned helpless-

ness as an explanation becomes attractive. Like instrumental expla-

nations, learned helplessness starts with environmental events. But

unlike them, it explains why passivity can take on a life of its own.

So we recognize the power of applying the helplessness model to

social problems. At the same time, we also recognize that the var-

ious applications show a range of fit. We are critical because the

danger in treating all applications of learned helplessness as equally

compelling is to risk the credibility of the model for which it works

best.

CRITERIA FOR LEARNED HELPLESSNESS

As the term "learned helplessness" has come to be used, there are

three criteria by which the phenomenon is recognized (Chapter 1).

First, learned helplessness is present when a group or person or

animal displays inappropriate passivity: failing through lack of mental
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or behavioral action to meet the demands of a situation in which

effective coping is possible. Second, learned helplessness follows in

the wake of uncontrollable events. Bad events per se do not cause

learned helplessness. Trauma may, of course, produce unfortunate

reactions, including passivity, but trauma-induced helplessness is

not of the "learned" variety. Third, learned helplessness is me-

diated by particular cognitions acquired during exposure to uncon-

trollable events and inappropriately generalized to new situations.

The exact nature of these cognitions is unclear.

These criteria can be used to judge the degree to which a partic-

ular social problem represents learned helplessness. What would
the ideal instance of such a social problem as learned helplessness

look like? First, the person (or group) would act in an inappro-

priately passive way. This qualification is critical. Someone may be

passive in all sorts of situations for all sorts of reasons, but "learned

helplessness" is reserved for passivity in situations in which activity

indeed brings about the desired results. We imagine that a great

deal of passivity in this world is instrumental, following reward for

passivity and/or punishment for activity. What results is a lack of

motion, but this inactivity is appropriate given the prevailing con-

tingencies.

Second, the person would have experienced a history of uncon-

trollable events. As noted, the learned helplessness model accords

importance to the uncontrollability of events, not to their other trau-

matizing properties. In the experimental laboratory, uncontrollabil-

ity versus controllability can be teased apart from the physical prop-

erties of shock with a yoking procedure. In the real world, this is

not so simple to accomplish. Nevertheless, it is important that the

researcher attempt to show that uncontrollability matters.

The attributional reformulation makes this task easier by empha-
sizing that objective uncontrollability is not debilitating in the ab-

sence of perceived uncontrollability. Only if the person believes

events to be uncontrollable does helplessness follow in their wake.

What this means in the context of the present discussion is that

researchers should ascertain whether "helpless" individuals per-

ceive the events of their life as uncontrollable. The more they per-

ceive them to be beyond their control, the more helplessly they

should behave.

If all subjects experience the same general event, individual dif-

ferences in beliefs should predict variation in subsequent impair-

ment. This is the strategy followed in a study of depressive reac-

tions to the breakup of a romance (Peterson, Rosenbaum, & Conn,
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1985). All subjects experienced the same event (breakup), but they

differed in terms of the control they perceived. These perceptions

predicted the degree of upset they experienced: the less control, the

greater the depressive symptoms.

Third, if someone's self-defeating actions are to be well described

as learned helplessness, then her passivity would be mediated by

her beliefs about helplessness. Learned helplessness is importantly

a cognitive phenomenon, although the exact form that the cognitive

representations take is unclear.

One reason that the attributional reformulation has caught on is

that people can readily tell researchers about their causal beliefs (cf.

Nisbett & Wilson, 1977). As noted earlier, we have focused on causal

attributions to the relative exclusion of expectations. In retrospect,

we regret this decision because expectations—by our theory

—

indeed are relevant. It stemmed in part from our sense that stated

expectations are overly influenced by the disorder they are being

used to predict (Dohrenwend, Dohrenwend, Dodson, & Shrout,

1984). Explanatory style, in contrast, appears more stable, over

months and even years (Peterson & Seligman, 1987). Manipulations

of mood do not affect a person's explanatory style (Mukherji,

Abramson, & Martin, 1982), and neither do attempts at positive self-

presentation (Schulman, Seligman, & Amsterdam, 1987).

The best way to demonstrate the applicability of learned helpless-

ness is longitudinally, because helplessness theory—in both its orig-

inal and reformulated versions—is a theory of process. It is only

when events unfold over time as predicted by the theory that we
can be most confident that learned helplessness is present. Unfor-

tunately, longitudinal investigations are rare. Much more common
are cross-sectional studies that look to see if measures of the differ-

ent constructs covary at the same point in time. Contemporaneous

correlations, such as that between causal explanations and passiv-

ity, are consistent with helplessness predictions, but they are ob-

viously weak support because other possibilities exist (Peterson &
Seligman, 1984).

An excellent example of learned helplessness is one in which all

three criteria of helplessness are present. A poor example is one in

which only a single criterion (or none at all) has been shown. We
believe this view is useful in evaluating applications of learned

helplessness because it allows us to classify particular behaviors as

midway between excellent and poor examples. We end up conclud-

ing that many applications of learned helplessness are middling ones,

neither excellent nor poor, demonstrating some of the criteria for
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learned helplessness but not all. So these applications should not

be fully accepted, and they should not be fully dismissed. The ubiq-

uitous recommendation that "more research is needed" of course

follows, but at least the explicit criteria for recognizing learned help-

lessness provide a direction for this future research to take.

SURVEY OF APPLICATIONS

We discuss here a range of behaviors that on the surface look self-

defeating and that theorists have hypothesized to be examples of

learned helplessness. We evaluate each application empirically in

terms of the criteria for learned helplessness. We cover these topics

in order from very bad examples to excellent ones. A summary ta-

ble follows in which we note our judgment of each application with

respect to each criterion.

In talking about applications to social problems, we necessarily

stray into political matters. Let us comment on the political impli-

cations of the learned helplessness model. It proves difficult to pi-

geonhole as conservative or liberal. Elements of both seem to be

present. On the one hand, learned helplessness provides a liberal

view of human nature in that helplessness is ultimately attributed

to the environment. Change the environment, and preclude help-

lessness altogether. Further, the passivity of helpless people is not

viewed as motivated but as a "rational" response granted certain

beliefs about how the world works. Again, an environmental inter-

vention can thwart helplessness.

On the other hand, learned helplessness has a conservative flavor

to it as well. In calling someone helpless, for instance, we say, "Yes,

things used to elude this person's control, which is why she is help-

less, but outcomes can now be influenced, if only she attempted to

do so." This analysis is reasonable only if outcomes at the present

time really can be controlled. Cognitive interventions are sensible

only if one's problems reside in how the world is seen. If the world

remains kaleidoscopic, saying that a person who lives there is

showing learned helplessness is to make a grievous error.

Very Bad Examples

The very worst examples of learned helplessness rarely make it into

the research literature. However, we refer you to two (humorous)

articles in the Worm Runner's Digest, one applying learned helpless-

ness to dead pigeons (Gamzu, 1974) and the other applying it to
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pet rocks (Brewster & Wilson, 1976). These end up being instruc-

tive, because they show how a theorist can go wrong by assuming

that any instance of inactivity necessarily implicates learned help-

lessness (Maier, 1974).

Without any malice, let us also use as a very bad example a book

chapter we once read (the reference is elusive) that attributed the

woes of the Philippines to the frequent monsoons that buffet the

islands. According to this argument, the monsoons induced learned

helplessness in the residents. We are hardly experts on the Philip-

pines, but we know enough to brand this a weak argument, be-

cause none of the criteria for learned helplessness is documented.

Although we know that the Philippines over the years have suf-

fered a fair share of turmoil, is passivity the best way to describe

these problems? (The Aquino revolution, with its grass-roots sup-

port, hardly strikes us as evidence of passivity.) And even if passiv-

ity is a good description, is it inappropriate passivity? Did the Phil-

ippine citizens act passively even though they lived in a responsive

world, or was their passivity strategic, a means of avoiding trouble

in a dangerous political climate?

Similarly, is it the uncontrollability of the monsoons that creates

passivity (if passivity indeed exists), or is it the physical damage
that these create? Although it is impossible to perform an experi-

ment in which controllable and uncontrollable monsoons are yoked,

it is possible to study different parts of the islands where monsoons
are equally uncontrollable but not equally destructive. If learned

helplessness is operative, then passivity should occur regardless of

damage. Better still, people could be interviewed concerning their

perceptions of the uncontrollability of the monsoons. Those who
perceive less control should act more passively. Regardless, no data

bearing on these possibilities were cited, and we conclude that this

is a very bad example.

Poor Examples

Here we include applications of learned helplessness ideas that not

only fail to demonstrate all of the relevant criteria but further seem
to contradict what is meant by learned helplessness. In other words,

enough research has already been conducted to allow the conclu-

sion that these are probably not examples of learned helplessness.

That these are sometimes identified as examples points to a mis-

understanding of the helplessness model.
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Alcoholism. Granted the toll that alcohol abuse takes on one's well-

being, it is remarkable that people continue to drink as much as

they do. To date, alcoholism has eluded conceptualization and

treatment (Vaillant, 1983). We're not surprised that the learned

helplessness model has been invoked as a possible explanation for

alcohol abuse (e.g., Griffith, 1986). We're also not surprised that it

falls quite short of a satisfactory account.

Let's start with why learned helplessness has beckoned theorists.

Themes of loss of control run through descriptions of alcohol abuse.

One common definition of alcoholism points to binge drinking as a

critical feature: the inability to control one's alcohol consumption

once drinking begins. Alcoholics themselves describe their plight as

helpless, and depression frequently accompanies alcoholism (O'Leary,

Donovan, Cysewski, & Chaney, 1977). Not surprisingly, so too does

a pessimistic explanatory style (Dowd, Lawson, & Petosa, 1986).

The very first statement in the Twelve Steps of Alcoholics Anon-

ymous calls on alcoholics to admit that they are "powerless over

alcohol," that their lives "have become unmanageable." On the face

of it, this statement seems to proclaim helplessness, but another

perspective on this assertion sees it as a way of boosting self-esteem

and maintaining abstinence (Beckman, 1980).

And what about the passivity of the alcohol abuser? Surely the

person tossing down beers is not inactive in the sense that a dog
crouching in a shuttlebox is inactive. If we are to characterize alco-

holism as passivity, we must regard inactivity as referring to some-

one's failure to do anything other than take the path of least resis-

tance (i.e., drinking). This interpretation has its counterpart in the

animal literature, which finds that helplessness is not apparent on
simple, well-learned tasks (Maier, Albin, & Testa, 1973). Perhaps

alcoholism reflects learned helplessness not because the abuser is

helpless in the face of alcohol but because he is helpless in the face

of all other tasks in his life.

Does drinking occur in the face of uncontrollable events? Noel

and Lisman (1980) report a relevant experiment. They recruited fe-

male undergraduates and gave them either solvable or unsolvable

problems to work, followed by the opportunity to drink beer and
ginger ale under the guise of a taste test. Subjects given unsolvable

problems indeed were more likely to drink beer as opposed to gin-

ger ale. Interestingly, they drank at the same rate as subjects given

solvable problems, but they continued for a longer time, resulting

in greater consumption.

However, in light of other data collected, Noel and Lisman (1980)
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did not interpret these findings as showing that learned helpless-

ness is a mechanism in alcohol abuse. Rather, they argue that un-

controllability produces frustration and stress, which the alcohol in

turn reduces. By this view, alcoholism is instrumental behavior, at

least in a very narrow sense. A more recent study by Finn and Pihl

(1987) is consistent with this analysis, finding that men with a fam-

ily history of alcoholism showed greater cardiovascular reactivity to

uncontrollable shock than men without this history, as well as a

greater reduction in reactivity following alcohol consumption. Fur-

ther, Volpicelli (1987) sketched a physiological interpretation of in-

creased drinking in the aftermath of uncontrollability: alcohol main-

tains the high level of endorphins produced by one's exposure to

uncontrollable events (Chapter 3).

In sum, alcohol abuse is at best a poor example of learned help-

lessness. Helpless cognitions are present, but none of the other cri-

teria has been well documented. Indeed, the passivity of alcoholics

seems to reflect instrumental considerations more than generalized

expectations of response-outcome independence, and the addictive

and damaging properties of alcohol must be taken into further ac-

count in explaining behavioral deficits on the part of alcoholics. Fi-

nally, conclusive proof that alcoholics experience more uncontrol-

lable events than do nonalcoholics does not exist (Vaillant, 1983).

Perhaps a more promising line of inquiry is Flannery's (1986) sug-

gestion that it is the children of alcoholics who really are helpless,

the victims of the uncontrollable, aversive environment that their

parents create for them.

Bodily Control. Several researchers have investigated the role of

learned helplessness in biofeedback. First, let us provide you with

some background on biofeedback. Research shows that certain bod-

ily processes, of which we are not typically aware, accompany de-

sirable psychological states. For instance, particular patterns of brain

waves go along with states of relaxation. Perhaps if we can bring

these bodily processes under our control, then we can bring the

desirable psychological states under our control as well.

Biofeedback provides a set of techniques for accomplishing this

goal. Appropriate meters and gadgets are connected to the body,

where they record the targeted bodily process—like brain waves,

pulse, temperature, and so on. The measured level of the process

of concern is represented visually or audibly, literally "fed back" to

the subject to provide him with an index of his progress toward the

goal of bodily control. Biofeedback thus extends the psychology of
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learning, from behaviors to physiological processes. Presumably, a

person can control his body through trial-and-error learning, so long

as the relevant information (feedback) is provided. Biofeedback is

very much in a preliminary stage, and early hopes and claims about

it have been revised. For instance, at one time researchers envi-

sioned people being able to learn to produce curative reactions in

response to illness and injury.

At present, our hopes are more modest. Nevertheless, biofeed-

back continues to attract the attention of researchers, including those

who propose that learned helplessness can interfere with the acqui-

sition of skill in self-regulation (Carlson, 1982). The problem is that

studies fail to bear out this analysis. In separate investigations, Carl-

son and Feld (1981) and Traub and May (1983) found that experi-

ence with uncontrollable events facilitated later performance at a bio-

feedback relaxation task.

As we saw in Chapter 4, reactance effects are occasionally pro-

duced in learned helplessness experiments, although it is difficult

to predict just when they will occur. Perhaps subjects in these bio-

feedback experiments showed enhanced performance because the

task was sufficiently important to them and they hadn't been given

sufficient experience with uncontrollability. A more intriguing pos-

sibility, one advanced by Traub and May (1983), is that passivity

was indeed induced by the uncontrollable events and that it facili-

tates biofeedback performance. Note that in the above description

of biofeedback there was no specification of just how one controls

one's bodily responses. This apparently eludes words. Rather, sub-

jects are exhorted to "let go" and not try. Learned helplessness

guarantees the appropriate detachment.

If this possibility is borne out by further research, it will provide

a striking counterexample to the truism that learned helplessness

produces bad outcomes. Perhaps it sheds some light on the ongo-

ing controversy about what helpless people are thinking (Chapter

4). The answer may be nothing, and this may end up being benefi-

cial under some circumstances. At any rate, this argument entails

several levels of speculation unencumbered by any evidence. We
certainly can conclude that the role of learned helplessness in fail-

ures of bodily control has not been shown.

Child Abusers. Several theorists have argued that one of the factors

involved in why parents abuse their child is learned helplessness

(on the part of the parents), engendered by their inability to control

the child's crying. Just on the face of it, this seems implausible.
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Although uncontrollable crying is an antecedent of abuse (Parkin,

1975), abuse itself is hardly maladaptive passivity: maladaptive

—

yes; passivity—no. Indeed, in a narrow sense, child abuse is instru-

mental, because a child sufficiently brutalized will stop crying.

Helpless animals are less likely to make aggressive responses, just

as they are less likely to make any responses (Seligman, 1975). But

if uncontrollable crying produces helplessness, as shown in labora-

tory studies (e.g., Donovan, 1981; Donovan & Leavitt, 1985; Dono-

van, Leavitt, & Walsh, 1990; Kevill & Kirkland, 1979), then this should

be expressed in neglect of the child, not in active abuse.

Learned helplessness applications have been popular in a number
of areas because they are optimistic. To say that someone has learned

to be helpless is to avoid blaming the person for the misfortunes he

or she experiences. It is also to provide a ready target for interven-

tion. When we argue against interpreting some phenomenon as

learned helplessness, as we do in the present case of child abuse,

we hope it is clear that we are not suggesting that we invoke in-

stead masochism or similar convolutions as an explanation. We are

merely saying that learned helplessness does not work well in this

case. Indeed, we suspect that the most plausible alternative in cases

in which learned helplessness fares poorly as an explanation of self-

defeating actions is even more mundane: locally prevailing rewards

and punishments. These also provide a ready target for interven-

tion.

Middling Examples

Next we survey examples that conclusively demonstrate one crite-

rion of learned helplessness—usually the presence of "helpless"

cognitions—but not the others. It might be that further research will

show these instances to be well explained by the helplessness model,

but perhaps not. At present, we conclude in each case that the ar-

gument has only been partially made.

Child Abuse Victims. Although learned helplessness is not relevant

to why parents abuse their children, it might still explain negative

reactions on the part of the children who are abused. Abused chil-

dren have been described as withdrawn, depressed, passive, and

demoralized (e.g., German, Habenicht, & Futcher, 1990; Green, 1978;

Martin & Beezley, 1977). Certainly, a history of abuse involves a

history of uncontrollable bad events (Kelley, 1986). Is learned help-

lessness at work?
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Slade, Steward, Morrison, and Abramowitz (1984) investigated

whether learned helplessness explained the psychological function-

ing of abused children by taking a close look at key helplessness

constructs in samples of abused and nonabused children. So, if the

passivity observed on the part of abused children reflects learned

helplessness, we would expect to find that these children show less

persistence at tasks, make inadequate use of contingency informa-

tion, and explain success and failure in pessimistic ways.

Children between the ages of eight and twelve were studied with

standard laboratory tasks and questionnaires. For the most part, there

were no differences between the abused and nonabused subjects.

The one difference that did emerge was contrary to helplessness

predictions: abused children were less likely to blame themselves for

failure than nonabused children. This finding no doubt reflects the

reality of child abuse: the victim is not responsible for the bad events

that happen. But what this finding further implies is that these re-

actions to child abuse may be poorly explained by learned helpless-

ness. It might make more sense to look at the passivity of abused

children in other terms.

Childhood Autism. Among the defining features of childhood au-

tism is the child's profound social estrangement. He makes few at-

tempts to become involved with others. Although current thinking

about autism suspects a biological cause for the disorder, there is

no reason to think that psychological processes don't get involved

as well to exacerbate the basic biological problem. Perhaps learned

helplessness is at the root of the motivational deficits frequently seen

among autistic children (Meline, 1985).

Koegel and Mentis (1985) argue for this interpretation, proposing

that autistic children perform poorly at learning tasks not because

they lack the ability to learn but because they lack the motivation.

Because they have difficulties, their early attempts at some task may
not gain reward. People working with an autistic child might be-

come frustrated and reinforce them haphazardly, creating an un-

usual (noncontingent) reward system (Koegel & Egel, 1979). What
results is a failure on the part of the child to initiate any responses.

Koegel, O'Dell, and Dunlap (1988) supported this line of reasoning

by showing that the speech of autistic children improves more when
attempts are reinforced than sounds per se. In other words, a moti-

vational intervention is more successful than a skill intervention.

Other research shows that the motivation of autistic children can

indeed be enhanced by prompting, successful task completion, and
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more frequent reward (e.g., Dunlap, 1984). These studies show that

autistic children can learn more than some believe, and so their

problem is not solely a biological defect. Nevertheless, these studies

do not argue strongly for the involvement of learned helplessness.

Koegel and Mentis (1985) stress the debilitating effect of frequent

failure, but they do not appreciate the need to disentangle uncon-

trollability from failure. Learned helplessness is not simply a reac-

tion to the trauma of bad events. We must conclude that the case

here has not been well made.

Domestic Violence. Not all couples marry and live happily ever after.

Physical violence occurs in 15 percent of all marriages, or more (e.g.,

Kalmuss & Straus, 1982). The question, of course, arises as to why
women remain with husbands who beat them (Gelles, 1976). Con-

trary to what one might expect, the frequency or severity of beating

is not related strongly to whether a wife leaves an abusive husband

(Pageglow, 1981). Theorists have thus searched for other reasons.

There is support for two factors that make sense: psychological

commitment to the marriage and economic dependence (e.g., Strube

& Barbour, 1983). But other theorists have suggested that learned

helplessness may be involved as well (e.g., Peterson & Seligman,

1983).

How good is such an application? On the face of it, the decision

to stay in an abusive relationship looks like maladaptive passivity.

Victims of domestic violence reportedly feel unable to control the

beatings they receive and further believe that societal agents like

police and social workers are unhelpful (Gayford, 1975; Martin, 1976).

According to some studies, these women have poor problem-

solving skills (e.g., Launius & Lindquist, 1988). However, we must
remember that the decision to stay may reflect purely instrumental

considerations. If a woman cannot afford to leave a marriage, then

she stays—not because she is helpless, but because that is her only

alternative.

Follingstad (1980) reported a case study of a woman that osten-

sibly conforms to the helplessness model. She describes someone
who is weak and ineffectual. However, Follingstad (1980, p. 295)

betrays some confusion about learned helplessness by arguing that

"battered women . . . find a passive style a sensible one and fre-

quently their only perceived alternative." In other words, she attri-

butes passivity to a mechanism other than learned helplessness.

Further, "the consequence for ineffectual change attempts by bat-

tered women is typically increased abuse" (p. 295). Follingstad (1980)
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concludes that the passivity observed in victims of domestic vio-

lence is a result of the abuse rather than an antecedent. This is no

doubt a reasonable conclusion, but we believe that her case study

poorly exemplifies learned helplessness.

Walker (1977-1978, 1979, 1983; Walker & Browne, 1985) has made
more extensive use of the learned helplessness model to explain the

passivity of abused women. She argues that traditional socialization

imparts to women a belief in their own helplessness. Further, she

finds that a large proportion of abused wives were abused as chil-

dren, which satisfies—among these subjects at least—the require-

ment that uncontrollable events precede helpless behavior.

But we think matters are again misunderstood by this theorist.

"The message they received was that in order to be successful and

popular with boys, it was necessary to give their power away"

(Walker, 1977-1978, p. 529). Such socialization produces helpless-

ness, to be sure, but this is not learned helplessness as we conceive

it here. And Walker (1983, p. 47) continues to write about some-

thing different from helplessness when she concludes that "the bat-

tered woman's terror was appropriate and her fears that separation

would make the violence worse were accurate."

In sum, we think the passivity observed among victims of do-

mestic violence is a middling example of learned helplessness. Pas-

sivity is present, but it may well be instrumental. Cognitions of

helplessness are present, as is a history of uncontrollability. But there

may also be a history of explicit reinforcement for passivity. Taken

together, these results do not constitute the best possible support

for concluding that these women show learned helplessness.

Evening News. We saw in Chapter 4 that helplessness can be ac-

quired vicariously: by watching the induction of learned helpless-

ness in others. One might think that numerous applications of

learned helplessness ideas would take off from this possibility, but

we know of only one, and it predated the original demonstration of

vicarious helplessness. In a fascinating article, Levine (1977) con-

ducted a content analysis of television newscasts during the 1970s.

Five-minute news segments on NBC and CBS were coded according

to the degree of helplessness evident:

4 = central figure completely unable to affect outcomes

3 = central figure mostly unable to affect outcomes

2 = central figure somewhat able to control outcomes
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1 = central figure able to affect outcomes but did not do so

= irrelevant; or central figure completely affects outcomes

For instance, catastrophes like airplane crashes and earthquakes were

assigned a score of 4, whereas athletic victories due to skilled per-

formances were scored 0.

Results showed that 14 percent of news segments were given the

highest helplessness scores, followed by 19 percent in the second

highest category. No consistent differences between the two net-

works were found, although Levine (1977) observed that the "same"

story as covered on the two networks frequently received different

scores, suggesting that the helplessness modeled on television news

does not reside solely in the news event itself but in the way it is

covered.

For our purposes, Levine's (1977) study is more of a demonstra-

tion than an investigation of learned helplessness. We can only con-

clude that uncontrollable bad events impinge on television viewers

every night. Unknown is the effect of these events and whether the

1970s were a particularly helpless era or not. We wish that news-

casts from the 1960s had been compared with those from the 1970s.

And now that we are through the 1980s and into the 1990s, we wish

that contemporary newscasts could be included in these compari-

sons as well. If Americans are indeed becoming more depressed

(Chapter 6), does this map into differences in helpless newscasts?

Was President Reagan involved in more efficacious stories than

President Carter? What does a Nixon versus Kennedy comparison

show?

Institutionalization. Learned helplessness research originated in an-

imal learning, but it finds an interesting parallel in the sociological

literature. Similarities between helplessness (at an individual level)

and alienation (at an institutional level) certainly exist. In both cases,

events are seen as independent of the person's actions; estrange-

ment is represented in cognitive terms; and passivity ensues. Not
surprisingly, then, researchers have used the learned helplessness

phenomenon to explain why some institutions more than others

produce listlessness, apathy, and poor morale (Aasen, 1987; Sahoo

& Tripathy, 1990).

Thoreson and Eagleston (1983) argue that our typical educational

system leads to unnecessary stress among children and adolescents

by posing for them tasks that they lack the resources to meet. They

use the example of athletics. Schools emphasize not aerobic exer-
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cises that can benefit all students (like jogging, swimming, or bicy-

cling) but competitive sports that can be mastered only by the phys-

ically elite (like football, basketball, and baseball). What results from

this emphasis is helplessness, a lack of activity on the part of the

typical student, which recurs later in life as a failure to master other

demands, such as the need for exercise to maintain health and com-

bat stress.

Along these lines, Winefield and Fay (1982) reported an interest-

ing study of students in traditional high schools versus those from

a school with an "open" format. (Note: Rosen, 1977, showed that

open format schools enhance a student's sense of control over aca-

demic outcomes.) In a standard learned helplessness experiment,

students were exposed to either solvable or unsolvable problems

and then tested on a second (controllable) task. Following solvable

problems, students from neither school had difficulty. But students

from the traditional school were impaired following unsolvable

problems, whereas students from the open school were not.

Martinko and Gardner (1982) argue that learned helplessness can

explain maladaptivity in work organizations—for example, low pro-

ductivity, low quality, absenteeism, turnover, passivity, with-

drawal, and dissatisfaction. Perceptions of uncontrollability are likely

when organizations are centralized bureaucracies with formal rules

(e.g., Aiken & Hage, 1966; Blauner, 1964). And workers often re-

gard salaries and benefits as unrelated to performance (e.g., Kerr,

1975; Lawler, 1966).

Yet another example of how learned helplessness may operate

within an institution is presented by Malcomson (1980), who argues

that hospitals may produce apathy and listlessness among nurses

by ignoring their attempts to make policy recommendations. Al-

though formal data are not presented, she recounts personal expe-

riences of uncontrollable events, passivity, and helpless cognitions.

However, Malcomson (1980) shows the by-now familiar misunder-

standing of learned helplessness when she states that the helpless-

ness per se is reinforced. She quotes a head nurse's recommenda-
tion: "You will learn that nothing you do or say makes any difference

here or you will be one of the ones who will only last six months" (p. 252,

emphasis added by us).

Still on the subject of hospitals, Taylor ((1979) proposes that they

produce helplessness in patients by conceiving them not as active

agents but as broken machines. Patients do not have their actions

responded to in a contingent fashion. Raps, Peterson, Jonas, and
SeHgman (1982) supported this argument by showing that patients
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in a general medical hospital became more depressed and exhibited

greater problem-solving deficits as their length of hospitalization in-

creased, even as their physical conditions improved.

The problem with most of these analyses is threefold. First, they

do not explicitly look at whether outcomes are uncontrollable. The

case can be made, perhaps more persuasively, that institutions con-

tingently punish active responding (Baltes, 1983; Goffman, 1961).

Certainly, this produces helplessness but not of the learned variety.

Second, in very few cases does a researcher show that the putative

helplessness generalizes from one situation to another, which is the

real test of a helplessness explanation (Peterson, Zaccaro, & Daly,

1986). Third, these studies do not make a distinction between col-

lective helplessness and individual helplessness. In sum, we think

the case of institutionalization as learned helplessness has not been

well made (Lennerlof, 1988).

Loneliness and Shyness. Interpersonal problems like loneliness and

shyness seem good candidates as examples of learned helplessness.

They are marked by passivity and associated with depression, anx-

iety, and negative cognitions about the self. Several researchers, most

notably Anderson (e.g., Anderson & Arnoult, 1985a, 1985b; Ander-

son, Horowitz, & French, 1983), have linked explanatory style to

these problems (Girodo, Dotzenroth, & Stein, 1981; Goetz & Dweck,

1980; Revenson, 1981; Snodgrass, 1987). People estranged from oth-

ers are likely to offer internal, stable, and global explanations for

bad events.

This work is preliminary, but there are some clues about the exact

nature between explanatory style and social difficulties. First, Alden

(1984) looked at the relationship between causal explanations and
assertiveness. As the helplessness reformulation would predict, as-

sertive people offered optimistic explanations for both success and
failure, whereas unassertive people were more pessimistic. Perhaps

explanatory style determines someone's characteristic social asser-

tiveness or unassertiveness; this in turn influences her social ad-

justment.

Second, Gotlib and Beatty (1985) showed that subjects reacted more
negatively to an individual who explained bad events in terms of

character (internal, stable, and global explanation) than one who
explained bad events in terms of behavior (internal, unstable, and
specific). In other words, pessimistic explanatory style is a turnoff

(see Weary, Jordan, & Hill, 1985). The helplessness reformulation

focuses on the intrapersonal events set off by causal explanations,
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but this study suggests attention to interpersonal processes as well.

Needless to say, the individual who elicits bad feelings and rejec-

tion from others is apt to be lonely or shy or both.

Are such interpersonal problems examples of learned helpless-

ness? Research to date does not allow us to answer this question

fully. Although passivity is implicated, it is not clear that it is al-

ways maladaptive. Perhaps social withdrawal represents someone's

attempt to harness undue anxiety. And the causes of shyness and

loneliness are murky. No one has shown that a history of uncon-

trollable events is an antecedent. Thus, these social problems rep-

resent, at best, middling examples of learned helplessness. Future

research may well change this conclusion.

Good Examples

A good example of a social problem with regard to the learned help-

lessness model is one in which more than one criterion has been

demonstrated, yet not all. We survey several such examples here.

Again, further research may well show that these instances are in-

deed excellent examples.

Aging. Recent work in gerontology increasingly reminds us that

aging is as much psychological as physical. Several theorists have

proposed that some of the disabilities and deficiencies associated

with old age reflect learned helplessness (Rodin, 1986; Schulz, 1980).

By now we know what to look for in evaluating this claim: mal-

adaptive passivity, a history of uncontrollable events, and cogni-

tions about helplessness.

Do older people experience lack of control? In an obvious sense,

yes. As one ages, one almost of necessity experiences an increasing

number of uncontrollable events: loss of friends and family mem-
bers to death, loss of one's job, loss of income, and so on. But in a

less obvious sense, we can answer yes again. Consider the wide-

spread stereotypes held about the elderly, even among profession-

als:

the need for more bedside nursing, memory loss, physical problems . . .

limited interests . . . poor physical condition . . . not important to their

families . . . negative personality traits . . . mental and physical dete-

rioration . . . conservative, insecure, lonely, meddlesome, and pessi-

mistic. (Solomon, 1982, p. 283)
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When translated into practice, these stereotypes mean that health

care professionals respond not to the needs of an older person (i.e.,

contingent on the person's behavior) but instead to the stereotype.

This is the appropriate antecedent for learned helplessness.

On the other hand, arguing against this possibility is the sugges-

tion that health care professionals do not treat the elderly in a non-

contingent fashion but rather in a systematic way that reinforces

their passivity (Solomon, 1982). As we have seen, this is not what

learned helplessness means.

Thomae (1981) described a study of 174 men and women whose

age averaged seventy-five. They completed a measure of the degree

to which they saw the events in their life as beyond their control.

Responses to this measure predicted life satisfaction as well as how
forthrightly these people responded to stressful events in their lives.

These results were mostly independent of objective measures of re-

sources available to the subject, like income, which argues for the

importance of cognitions in producing deficits in old age.

In studies with similar procedures, Langer and Rodin (1976) and

Schulz (1976) found that an intervention that enhanced the sense of

control among the institutionalized elderly led to improved physical

and psychological health. Other studies similarly show that control-

enhancing interventions can improve task performance among the

elderly (e.g., Kennelly, Hayslip, & Richardson, 1985).

How does aging fare as an example of learned helplessness? We
think it qualifies as good but not excellent. Passivity may be pre-

sent, but it may be instrumental (cf. Voelkl, 1986). Cognitions of

helplessness are present among those who show the greatest debil-

itation. Finally, a history of uncontrollable events may precede

helplessness by the elderly, but this has not been clearly shown.

Athletic Performance. Yogi Berra reportedly said about baseball that

50 percent of this game is 90 percent mental. Inspired by this adage,

Seligman and Peterson (1986) wondered if learned helplessness was
involved in athletic failure. We used the CAVE procedure to assess

explanations for bad events by professional basketball players. Our
hypothesis was that some players were prone to helplessness fol-

lowing a bad event (a loss), which means they would play quite

poorly under these circumstances. For an entire season, we read the

local sports stories in the hometown papers of the teams in the At-

lantic Division of the National Basketball Association (Boston Celtics,

New Jersey Nets, New York Knicks, Philadelphia 76ers, and Wash-

ington Bullets). All of the causal explanations for bad events made
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by a team's players or coach were extracted and rated for internal-

ity, stability, and globality. Then, composite scores were formed

reflecting the style of an entire team. Did these scores predict how
well these basketball teams responded following a lost game?

We looked at how the teams played during the following season.

Because teams differ markedly in their ability, we could not look

simply at won-lost records. Rather, we made use of "point spreads"

originating in Las Vegas. (For our nonbetting readers: a point spread

is used by bookies to equate two teams so that equal numbers of

bets are made on both teams. Boston may be favored over New
Jersey by eight and one-half points, for instance, which means that

someone betting on the Celtics is betting that they will win by nine

points or more; someone betting on the Nets is betting that they

will lose by no more than eight points.) The point spread reflects

the home court advantage, slumping or streaking, injuries, and so

on—all of the factors that might obscure a relationship between ex-

planatory style and performance. On the average, point spreads work
extremely well in equating teams.

Teams with an optimistic explanatory style beat the point spread

following a loss more frequently than teams with a pessimistic style.

This finding does not occur when we look at performance against

the spread following a victory, which is consistent with a diathesis-

stress conception. We more or less replicated this result for three

consecutive seasons (starting in 1982). However, trades and career-

ending injuries then increasingly plagued the Atlantic Division, and
our results. We reluctantly conclude that the role of learned help-

lessness in athletic performance has yet to be definitively docu-

mented.

Nevertheless, the design of this research shows the right way to

apply learned helplessness to a social problem. We assessed passiv-

ity (i.e., losses against the spread), history of uncontrollability (i.e.,

loss or victory in the preceding game), and mediating cognitions

(i.e., causal explanations for bad events). Research with profes-

sional athletes via sports page quotes is a long shot (no pun in-

tended), because the relatively small number of teams and athletes

works against showing any but the most robust relationships. Fur-

ther, we ignored the distinction between personal versus collective

helplessness (but see Zaccaro, Peterson, & Walker, 1987, for a dis-

cussion of individual versus group attributions by athletes).

More promising are three studies with larger groups of athletes.

In the first study, we looked at how explanatory style influenced a

baseball player's ability to hit in pressure situations; results so far
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suggest that such an influence does exist (Rettew, Reivich, Peter-

son, Seligman, & Seligman, 1990). In the second study, the focus is

on whether explanatory style predicts how well a wrestler comes

back after finding himself behind in the first or second period (of

three in a match). And in the third study, we are looking at the

explanatory style of tennis players as a predictor of their tourna-

ment performance. Like wrestlers, these athletes show great varia-

tion in their ability to come from behind. Some are like Jimmy Con-

nors, unaffected by early setbacks, and some are like Ivan Lendl,

good players only when ahead. Does this difference reflect learned

helplessness?

Chronic Pain. Skevington (1983) wondered if chronic pain would

produce learned helplessness among sufferers (see also Chapman
& Brena, 1982; Love, 1988; Seltzer & Seltzer, 1986). This is a differ-

ent strategy than the one typically followed by those applying learned

helplessness ideas. Usually, investigators start with some instance

of maladaptive behavior and work backward to see if the anteced-

ents of learned helplessness are present. Instead, Skevington (1983)

started with chronic pain—unquestionably an uncontrollable bad

event—and looked ahead to see if this produced passivity. And if

so, did cognitions of helplessness mediate this effect?

A questionnaire measuring depressive symptoms was used to in-

dex passivity, and patients with chronic pain indeed reported more
symptoms than healthy comparison subjects. A multidimensional

locus-of-control scale was also completed, along with a question-

naire measuring self-blame for bad life events. Pain patients who
endorsed a chance locus of control were most likely to be de-

pressed, but self-blame had no relationship to depression.

Skevington (1983) suggested that her results show that chronic

pain produces universal helplessness and that her findings are fully

consistent with helplessness theory. We disagree. Although the ma-
jority of her pain patients did not blame themselves for bad events

(as would be expected if they were experiencing universal helpless-

ness), there nonetheless was some variation in self-blame, which

was not correlated with variance in depressive symptoms (as re-

quired by the reformulation). So we conclude that chronic pain is a

good example of learned helplessness, showing most of the criteria

but not all (Feldman, 1986).

Mental Retardation. Another phenomenon approached from the

perspective of learned helplessness is the passivity observed among
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mentally retarded and learning-disabled individuals (e.g., Ayres,

Cooley, & Dunn, 1990; Canino, 1981; DeVellis & McCauley, 1979;

Lowenthal, 1986; Stamatelos & Mott, 1983; Wilgosh, 1984). DeVellis

(1977) argued that the passivity, submissiveness, and learning dif-

ficulty often seen among the institutionalized retarded are produced

not by retardation but by the institution itself (see also Floor & Ro-

sen, 1975). He points to three sources of noncontingency: (1) the

behavior of the staff, which attends not to the needs of individuals

but to matters of convenience (as by always placing a nonambula-

tory person near the bathroom); (2) the behavior of the individual's

peers, which may be unresponsive to what he does; and (3) sei-

zures and other physical conditions that are imposed on the person.

Research by Weisz (1979; Raber & Weisz, 1981) in particular im-

plicates helplessness among the retarded. He starts with the obser-

vation that retarded individuals experience accumulated failure as

they age (cf. Cromwell, 1963; Zigler & Balla, 1976), more so than

nonretarded individuals. This hypothesis was confirmed by observ-

ing the feedback teachers give to retarded individuals. Compared
with the nonretarded, retarded students are given more negative

feedback, relatively and absolutely. Further, the negative feedback

is more apt to be intellectually relevant.

This type of experience, as it accumulates, implies that the re-

tarded will be susceptible to helplessness, a finding confirmed in

subsequent research by Weisz, which finds that retarded students

are disrupted by failure particularly as they get older. This interac-

tion is important, because it shows that as experience with uncon-

trollability (in everyday life) accumulates, so too does the propen-

sity to be helpless in the face of failure.

One problem here is the failure of Raber and Weisz (1981) to find

that retarded children are prone to make attributions in terms of

ability. Indeed, relative to the nonretarded, they are more likely to

attribute failure to lack of effort as opposed to lack of ability. Per-

haps effort is differently construed here, but on the face of it, this

fails to support the argument that learned helplessness is involved

in mental retardation. In sum, we again see a middling example of

learned helplessness in this phenomenon. Two of the criteria are

present (passivity and uncontrollability), but the third (cognition)

has not been convincingly demonstrated.

Another problem in interpreting the passivity of the retarded as

learned helplessness is the finding by Gargiulo and O'Sullivan (1986)

that measures of perseverance, response initiation, attributions, and
teacher perceptions of helplessness did not covary as expected among
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a sample of forty-four mildly retarded children. If learned helpless-

ness is really operative, these different measures should be associ-

ated with one another.

Sales. Seligman and Schulman (1986) extended learned helpless-

ness to the domain of work. Some jobs can be highly frustrating.

Disappointments and setbacks may be inevitable at certain work sites,

and so it becomes important to ask what determines a worker's re-

sponse to these failures. Who keeps on working for a solution? And
who gives up? The practical importance of these questions is ob-

vious: witness the great concern with worker motivation shown by

industrial-organizational psychologists (e.g., Dunnette, 1976).

According to the helplessness reformulation, workers who make
internal, stable, and global explanations for bad events should curl

up and give up following setbacks. In marked contrast, those who
make external, unstable, and specific explanations keep trying to

solve whatever problem stymied them. So Seligman and Schulman

(1986) tested these possibilities among life insurance salespeople.

As you might imagine, selling insurance policies is a vocation fraught

with frustrations. Only a small percentage of potential customers

approached by a salesperson ever buy a policy.

Does explanatory style predict success at this frustrating career?

Explanatory style indeed predicted not only which salespeople stayed

on the job and which quit but also how many policies were sold by

those who stayed. These findings are certainly intriguing. Do they

show that learned helplessness is operative in poor sales perfor-

mance? Not exactly, because only one criterion of learned helpless-

ness (cognitions) is clearly shown. Further research is needed to

show that poor sales are preceded by uncontrollable events and that

they are due to inappropriate passivity on the part of the salesper-

son (as opposed to poor social skills or poor contacts).

Saint Paul. One of the most interesting applications of learned

helplessness we have encountered is by McMinn and McMinn (1983),

who interpret the New Testament writings of Paul in view of the

model. We are hardly theologians, so we limit our comments here

to whether the criteria of helplessness are sensibly applied. We think

they are. How about a history of uncontrollability? Here is Paul on
the human condition:

... a base mind and . . . improper conduct . . . filled with all manner

of wickedness, evil, covetousness, malice. Full of envy, murder, strife,
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deceit, malignity, they are gossips, slanderers, haters of God, insolent,

haughty, boastful, inventors of evil, disobedient to parents, foolish,

faithless, heartless, ruuVsss. (Romans 1:28-31)

Further, Paul sees people as powerless to change their nature or

that of others: "I can will what is right, but I cannot do it" (Romans

7:18). Besides uncontrollable bad events, cognitions of helplessness

abound as well in the writings of Paul. Paul wanted very much to

be good, but he could not achieve his aim.

McMinn and McMinn (1983) correctly predict, on the grounds of

the helplessness model, that Paul should have been despondent and

passive. Surprisingly, though, there is no evidence in Romans that

Paul was anything other than active and optimistic. What explains

this apparent failure of learned helplessness? We are tempted to

blame a small sample size, but the attributional reformulation sup-

plies a good answer, according to McMinn and McMinn (1983). Paul

explains the badness of the human condition in external and un-

stable terms. Rather than experiencing helplessness, Paul instead

experiences peace (Philippians 4:7) and joy (Galatians 5:22).

We conclude that McMinn and McMinn (1983) do a good job of

applying helplessness theory to the writings of Paul. We hesitate to

conclude further that Paul himself is a good example of a person

rescued from learned helplessness by an optimistic explanatory style,

but we find it intriguing that the constructs we investigate in the

United States during the late twentieth century cohere as well as

they do in material written so long ago and so far away. (See Rey-

nierse, 1975, for a similar analysis of Job from the perspective of

learned helplessness.)

Unemployment. Several theorists have suggested that learned help-

lessness can be induced when one loses a job. The resulting passiv-

ity and demoralization only make it more difficult for the unem-
ployed person to find a new position, and so a vicious circle is

entered. What is the support for this analysis? Baum, Fleming, and
Reddy (1986) showed that as the length of someone's involuntary

unemployment increased, the person was increasingly disrupted by

uncontrollability at a laboratory problem-solving task. Further, with

increasing unemployment, subjects tended to think less of their ability

to meet the demands of difficult tasks.

These findings converge with some of the results of studies re-

ported by Feather (1982; Feather & Barber, 1983; Feather & Daven-

port, 1981). In these studies, depressive affect among the unem-
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ployed is predicted by an internal, stable, and global explanatory

style. However, contrary to the helplessness model, Feather also

finds that the more depressed individuals in his sample reported

greater efforts to find a new job than did the less depressed individ-

uals.

None of these studies fully assessed the material impact of un-

employment on the various subjects, which means that the general

category of "unemployed" might well be extremely heterogeneous.

Until further work is done that allows the researcher to hold con-

stant the importance of unemployment to different subjects, we
cannot say that unemployment is an excellent example of learned

helplessness (see Abbott, 1984).

Excellent Examples

Finally, let us describe several social problems that are explained

quite well by the learned helplessness model. We certainly do not

conclude that learned helplessness constructs are the only ones that

need to be brought to bear on these. But the case has been made in

each instance for at least some involvement of inappropriate passiv-

ity, a history of uncontrollability, and "helpless" cognitions.

Depression. We devoted Chapter 6 to depression, but we mention

it again in this context. We think researchers have most conclu-

sively shown the relevance of helplessness ideas to depression, and
as such, it is an instructive example—a standard against which other

lines of inquiry can be measured.

How does depression satisfy the criteria for learned helplessness?

First, depression involves maladaptive passivity; this is part of its

very definition (American Psychiatric Association, 1987). Depres-

sion also follows bad events, particularly those that people judge to

be uncontrollable (e.g., Thoits, 1983). And depression is mediated

by cognitions of helplessness, hopelessness, and pessimism (e.g.,

Beck, 1967). Explanatory style is a consistent correlate of depressive

symptoms (e.g., Sweeney, Anderson, & Bailey, 1986) and a demon-
strable risk factor (e.g., Peterson & Seligman, 1984).

As we have noted, there has been criticism of the use of learned

helplessness to explain depression. By the view advanced here, this

criticism is often misdirected, reflecting a misunderstanding of what
it means to claim that learned helplessness helps to explain depres-

sion (or any failure of adaptation, for that matter). To propose that

helplessness is a model of depression is not to suggest that it is
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depression. Models and the phenomena they explain exist at differ-

ent levels of abstraction, and so equivalence can never occur and

hence should not be expected.

In judging the goodness of a model (vis-a-vis some phenome-
non), one must ascertain whether the essential features of the model

capture something about the phenomenon. The learned helpless-

ness model has three essential features, and all are clearly present

in the case of depression. Insofar as these features tell us something

about the symptoms, etiology, and therapy for depression (Peter-

son & Seligman, 1985), we believe they speak meaningfully to the

disorder.

Someone wishing to criticize learned helplessness as a model of

depression must argue that one or more of the critera for learned

helplessness are not present and/or not relevant in depression. Ar-

ieti and Bemporad (1978) take this route by proposing that the os-

tensible passivity of depressives is instrumental. That is, depressed

people act in a "helpless" way in order to manipulate others. Re-

search of which we are aware in no way bears out this argument

(see Coates & Wortman, 1980, for a review of the reactions that

depressives elicit from others), but at least this is an appropriate

sort of criticism.

Other criticisms are simply irrelevant because they do not address

the adequacy of the model. To dismiss learned helplessness as in-

applicable to depression because research in support of it uses col-

lege students, for instance, is no kind of argument at all. The point

is not whether helpless college students resemble depressives in all

ways, but whether they share essential features. These ideas help

with the task at hand: recognizing excellent examples of learned

helplessness. Once the rules for evaluation are made clear, we can

avoid arguments. This lesson can be gleaned from the often point-

less controversy that has surrounded learned helplessness and

depression (Peterson, 1985).

Academic Achievement. Next to depression, the best-known appli-

cation of learned helplessness is to school achievement. 1 At least

two reasons for this popularity come to mind. First, more so than

many domains of life, school represents a situation in which there

are right and wrong answers and in which one's efforts indeed mat-

ter. Thus, school is a particularly close approximation to the labo-

ratory setting in which learned helplessness was first described. It

should allow a straightforward generalization of helplessness ideas.

Second, with the attributional reformulation, helplessness re-
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search converges with the investigations by Weiner (1972, 1974, 1979,

1986) of the attributional determinants of performance. Weiner be-

gan his work in the achievement motivation tradition, to which he

gave a cognitive twist, just as helplessness researchers began in the

animal learning tradition, to which they gave the same twist. It is

interesting how both lines of work agree on the importance of attri-

butions.

Dweck (1975; Dweck & Reppucci, 1973) was the first to apply

helplessness ideas to academic achievement. In her research, she

starts with children designated as "helpless" versus "mastery-

oriented" by virtue of their responses to a questionnaire asking about

the reasons for academic success and failure. Helpless children are

those who attribute failure to their lack of ability. When working at

problems, they employ ineffective strategies, report negative feel-

ings, expect to do poorly, and ruminate about irrelevant matters

(e.g., Diener & Dweck, 1978). When these children encounter fail-

ure, they fall apart; prior success has little effect on them (Dweck &
Reppucci, 1973).

Dweck (1975) reports that attribution retraining—in which stu-

dents who attribute failure to a lack of ability are taught to attribute

it instead to a lack of effort—indeed improves their reactions to fail-

ure. Because this is a cognitive intervention, its success strengthens

further the argument that school failures exemplify learned help-

lessness. Other cognitive interventions effective against school fail-

ure have been discussed by Brustein (1978), Cecil and Medway (1986),

Craske (1985, 1988), Sowa and Burks (1983), and Wilson and Lin-

ville (1982, 1985), among others.

Another analysis of school failure in learned helplessness terms

comes from Butkowsky and Willows (1980), who focus on poor

readers. In support of their hypothesis that reading difficulties en-

tail learned helplessness, they showed that fifth grade boys with

reading problems expect little future success at reading tasks, ex-

plain their failures with internal and stable causes, and fail to per-

sist at reading.

Fincham, Hokoda, and Sanders (1989) followed elementary school

children for a two-year period, asking their teachers at both points

in time to rate the helplessness displayed by the children. "Help-

lessness" proved stable. And ratings of helplessness at Time One
predicted poor performance at objective achievement tests at Time
Two.

Still other studies show a link between helplessness constructs

and academic outcomes for college students. At the beginning of a
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school year, Kamen and Seligman (1986) administered the ASQ to

two groups of students at the University of Pennsylvania: freshmen

and upperclassmen. We also obtained SAT scores of these students

as an estimate of their ability. Did explanatory style predict the grades

of the students at the end of the year, even when their ability was
held constant? Results for the upperclassmen were straightforward

and suggest that learned helplessness is involved in school failure.

Habitual explanations of bad events in terms of internal, stable, and

global causes predicted poor academic performance, even when SAT
scores were held constant.

But among freshmen, explanatory style predicted grades only

among the less able of the sample. One interpretation of this latter

finding is that freshmen students at Penn simply did not encounter

enough bad events for their explanatory style to make any differ-

ence. Class size in introductory courses tends to be larger than that

in upper-level courses, and as a result multiple-choice examinations

are used to assign grades. The high-SAT freshmen studied by Ka-

men and Seligman (1986) may well have breezed through these ob-

jective examinations. Because they rarely encountered failure, the

manner in which they explained it was irrelevant. In contrast, the

low-SAT freshmen no doubt stubbed their toes during their first

year at college. Those who made upbeat explanations for the bad

events they encountered kept trying to excel, while those who made
pessimistic ones gave up.

A similar study among freshmen students was conducted at Vir-

ginia Tech, yielding clearer results (Peterson & Barrett, 1987). As
judged by their SAT scores, these students were much more "or-

dinary" than the freshmen studied by Kamen and Seligman (1986).

Explanatory style for bad events indeed predicted poor grades for

these freshmen during their first year at college, above and beyond
the effect of SAT scores. Also determined was the number of times

each of the students in the sample sought out academic advising

during the year. As to be expected if they were helpless, students

who explained bad events with internal, stable, and global causes

tended not to go to an adviser. In turn, not going to an adviser was
associated with poor grades.

The research, then, seems to satisfy pretty well two criteria of

learned helplessness: passivity and cognition. What about the third

criterion? Kennelly and Mount's (1985) study provides pertinent

evidence. These researchers studied eighty-six students in the sixth

grade. They devised and administered a measure called the Teacher

Contingency Scale that asked students for their perceptions of the
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degree to which their teachers delivered rewards and punishments

in a contingent versus noncontingent fashion. They also measured

the students' beliefs about the causes of success and failure, their

actual academic performance (grades), and whether or not their

teacher saw them as helpless.

Students' perceptions of punishment noncontingency did not re-

late to the other variables, but their perceptions of reward noncon-

tingency were strongly correlated with helplessness on the part of

the students. Further, children who thought that academic out-

comes were beyond their control were rated by their teachers as

helpless. All these variables in turn predicted actual academic per-

formance.

From a learned helplessness perspective, the piece that doesn't fit

is why only the perceived noncontingency of rewards related to the

other variables. Other studies find the opposite pattern: that per-

ceived noncontingency of punishments (but not rewards) predicts

poor academic performance (e.g., Kennelly & Kinley, 1975; Yates,

Kennelly, & Cox, 1975). Perhaps matters differ from classroom to

classroom. Regardless, these studies considered together suggest a

good fit between learned helplessness and passivity as evidenced

in the classroom.

A study reported by Johnson (1981) further implicates the criteria

of learned helplessness in school failure. She compared three groups

of male students, all between nine and twelve years of age. One
group consisted of average students. The second group was com-

posed of chronically failing students. The third group was a group

of students who had been chronic failers but were enrolled in re-

medial classes. All subjects completed an attribution questionnaire,

a self-concept measure, and an experimental task that indexed their

persistence.

In this study, all three criteria of learned helplessness were

assessed—history of bad events, cognition, and passivity. Consis-

tent with the argument that chronic failure in school involves learned

helplessness, all these variables covaried, along with low self-esteem.

All achieved their lowest values among the chronic failers. Finally,

remedial instruction showed some signs of alleviating helplessness.

Asian Americans. Sue (1977) takes issue with the common stereo-

type that Asian Americans are the "model minority" in the United

States. Discrimination indeed exists, and many Americans of Asian

ancestry have a less than ideal existence. He suggests that learned
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helplessness can clarify aspects of the Asian American experience.

How well does his analysis fare?

Let us start with the criterion of passivity. This is the most diffi-

cult to document, suggests Sue (1977), because the traditional Asian

culture deemphasizes individual assertiveness. One can point to in-

stances of passivity on the part of Asian Americans, such as a fail-

ure to mobilize against discrimination, but it is not clear what these

reflect: cultural values or learned helplessness (Nicassio, 1985).

It is easier to argue for helpless cognitions on the part of Asian

Americans. Sue (1977) reviews research showing that when com-

pared with other (mostly white) Americans, Asian Americans re-

port less autonomy and greater anxiety, nervousness, loneliness,

alienation, and rejection. Indeed, Sue (1977) argues that these cog-

nitions are becoming more prevalent as Asian Americans increas-

ingly move into the larger American culture, where they are met

with less than full acceptance.

It is also easier to argue for a history of uncontrollable events

experienced by many Asian Americans. Early Asian immigrants to

the United States were denied the right to vote or testify in court.

Extensive legislation explicitly denied them the rights enjoyed by

others. The United States government interned over 100,000 citi-

zens of Japanese ancestry during World War II. Even today, Asian

Americans are treated in accordance with their race, not their ac-

tions. This criterion of learned helplessness is clearly present.

Sue's (1977) analysis is sophisticated, anticipating the refinements

of the reformulated model. He observes that helplessness can be

domain-specific and that Asian Americans have tended to stay in

those situations and circumstances in which control is possible. We
judge the case that learned helplessness is involved in the experi-

ence of Asian Americans to be well made. Put another way, this is

an excellent example of what we mean by learned helplessness.

Black Americans. If Asian Americans experience learned helpless-

ness, can the same be said of Black Americans? Several theorists

have explored the possibility. Seligman (1975) hypothesizes that the

poverty and discrimination that are the plight of so many Black

Americans are devastating not simply because they are deprived of

material goods but also because they are deprived of psychological

assets. Poverty and discrimination mean uncontrollability, and un-

controllability means passivity and defeatism: in short, learned

helplessness (see also Fernando, 1984; Powell, 1990).
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Here is Kenneth Clark (1964) on the helplessness inherent in the

Harlem ghetto:

The Harlem ghetto is the institutionalization of powerlessness. Harlem

is made up of the socially engendered ferment, resentment, stagnation,

and potentially explosive reactions to powerlessness and continued abuses.

The powerless individual and community reflect this fact by increasing

dependency and by difficulty in mobilizing even the latent power to

counter the most flagrant abuses. Immobility, stagnation, apathy, indif-

ference, and defeatism are among the more obvious consequences of

personal and community impotence, (p.80)

At the same time, we must not look past the reality of continued

discrimination to interpret all instances of passivity by Black Amer-

icans as evidence of learned helplessness. In some cases, people

don't try because they perceive correctly that their efforts will not

win rewards. In other cases, people don't try because they have

been punished for active attempts to control outcomes. Learned

helplessness is present in neither case.

As with Asian Americans, it is difficult to say whether the passiv-

ity of Black Americans is always inappropriate. However, two lines

of evidence suggest that passivity on the part of Black Americans

sometimes reflects this criterion of learned helplessness. First, Smith

and Seligman (1978) conducted a laboratory helplessness experi-

ment with black and white children, finding that blacks were more
disrupted in their problem solving following uncontrollable events

than were whites. Weisz (1981) reported a similar finding. So these

studies show that Black Americans may fail to persevere in situa-

tions in which perseverance indeed wins out. Second, research dur-

ing the ghetto riots of the 1960s showed that the Black Americans

most likely to be militant (i.e., active) were those who felt the least

helpless about matters. In particular, militants "have very strong

beliefs in their ability to control events in their own lives and to

shape their own future" (Forward & Williams, 1970, p. 88).

The other criteria of learned helplessness are easier to document.

The fact that Black Americans have experienced uncontrollable events

is obvious. Let's focus on just one type of uncontrollable event: un-

employment. The highest rates of joblessness in our country occur

among young Black Americans, with estimates ranging to 50 per-

cent (e.g., Freeman & Wise, 1982). Various reasons for this high

rate of joblessness no doubt exist, but the fact of unemployment
translates itself into cognitions concerning helplessness. Bowman
(1984) interviewed young Black Americans without jobs, finding that
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fully 23 percent expressed little hope about eventually finding work.

And the most hopeless individuals were those who blamed their

own lack of ability for their plight: an internal, stable, and global

cause.

We conclude, therefore, that learned helplessness can profitably

be applied to Black Americans. Although it is critical that one not

overlook actual barriers to achievement at school and at work for

these individuals, at least some of the passivity shown by Black

Americans reflects the operation of learned helplessness (Spencer,

Kim, & Marshall, 1987).

Burnout. Burnout is the emotional and physical exhaustion some-

times befalling those who provide social services (e.g., Edelwich &
Brodsky, 1980; Freudenberger & Richelson, 1980). It appears to be

determined chiefly by direct client contact of an intense nature, when
immediate needs exceed resources to meet them. The symptoms of

burnout overlap considerably with those of depression, except that

in most cases, burnout is work related. So burnout is an eight-hour

per day depression, and its context-specific nature suggests that

learned helplessness might indeed be operating.

Greer and Wethered (1984) concur with this suggestion, and they

survey studies of burnout that implicate all three criteria of learned

helplessness. Thus, burnout involves maladaptive passivity. Those

experiencing work-related exhaustion are rigid and do not seek so-

lutions to their problems (e.g., Pines, Aronson, & Kafry, 1981). And
burnout is preceded by uncontrollable events, particularly lack of

client progress (e.g., Sarata, 1974). Finally, it is accompanied by

cognitions of helplessness (e.g., Cherniss, 1980) and a pessimistic

explanatory style (e.g., McMullen & Krantz, 1988). Burnout there-

fore is an excellent example of learned helplessness.

Crowding. The deleterious effects of crowding have been well doc-

umented (e.g., Altman, 1975). Although the physical trauma of

crowded conditions of course plays a role in people's reactions to

them, so too do perceptions of control. To the degree that crowding

diminishes someone's sense that he or she can control outcomes,

crowding is experienced as aversive (e.g., Cohen & Sherrod, 1978;

Fleming, Baum, & Weiss, 1987; Rodin, Solomon, & Metcalf, 1978).

Is learned helplessness the mechanism behind such experiences?

A series of studies by Baum (e.g., Baum, Aiello, & Calesnick,

1978; Baum & Gatchel, 1981; Baum & Valins, 1977) suggest that re-

actions to crowding are an excellent example of learned helpless-
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ness (Kuykendall & Keating, 1984). The subjects of these investiga-

tions were college dormitory residents, who lived under conditions

of more versus less crowding. All three criteria of learned helpless-

ness are demonstrated. Students living in crowded conditions show
lack of persistence at experimental tasks as well as social with-

drawal, report little control over events in their life, and show di-

minished expectations of future control.

Several further aspects of this line of research are notable. First,

the immediate (and short-term) reaction to crowding is an attempt

to regain control. In other words, the reactance effect described by

Wormian and Brehm (1975) occurs. After chronic crowding, though,

passivity follows. Second, interventions that reduce the negative ef-

fects of crowding are possible (e.g., Baum & Davis, 1980). The cru-

cial events that cannot be controlled in crowded situations usually

involve other people. The constant coming and going of others pro-

duces learned helplessness. If dormitories are designed to rnimmize

uncontrollable traffic, therefore, the harmful effects of crowding can

be minimized.

Epilepsy. One way to apply learned helplessness is to start with an

uncontrollable bad event and see if it produces maladaptive passiv-

ity. This approach was used to investigate the effects of chronic

pain. A study similar in spirit investigated epilepsy. Epileptics have

been described as passive, noncompetitive, underachieving, inat-

tentive, isolated, and depressed (e.g., Hermann, 1977). Although

the physiological basis for epilepsy might have some direct effect

on these behaviors, so too might psychological reactions to the sei-

zures. Indeed, epilepsy looks like a reasonable place to find learned

helplessness. DeVellis, DeVellis, Wallston, and Wallston (1980) pur-

sued this line of thinking by surveying 289 individuals with epi-

lepsy, asking about the perceived predictability/controllability of sei-

zures, as well as their frequency and severity. As measures of

helplessness, subjects completed a depression questionnaire and a

locus-of-control measure.

Compared with the general population, people with epilepsy were

more depressed and perceived less control over events in their lives.

Further, they were depressed to the degree that their seizures were

seen as outside their control. This latter correlation held even when
the severity of seizures was taken into account (see also Rosenbaum
& Palmon, 1984). The results of this research clearly document all

three criteria of learned helplessness, qualifying this application as

an excellent example.
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Noise. One of the most straightforward applications of the learned

helplessness model to a social problem concerns noise. We saw in

Chapter 4 that uncontrollable bursts of noise are a standard way of

inducing learned helplessness in the laboratory, so we should not

be surprised that there is ready generalization. In an impressive se-

ries of studies, Glass and Singer (1972) showed that uncontrollable

noise interfered with problem solving, whereas the identical noise

when interpreted as controllable had no such effect.

Cohen, Evans, Krantz, and Stokols (1980) and Cohen, Evans,

Krantz, Stokols, and Kelly (1981) extended these laboratory studies

by studying the performance of school children whose classrooms

were or were not under the flight paths of airplanes. Children bom-
barded by uncontrollable noise performed more poorly at school

than those without this history. In sum, we find the social problem

of noise pollution another excellent example of learned helpless-

ness.

WHAT WE KNOW

We have reviewed several dozen phenomena that theorists have

suggested as examples of learned helplessness. By our analysis, which

involved checking each against a prototypic case of learned help-

lessness (i.e., maladaptive passivity, history of uncontrollable events,

and cognitions of helplessness), several applications fare quite well

(see Table 7-1). Most applications prove to be decent but not out-

standing examples of learned helplessness. A handful of them ap-

pear to be poor ones.

We can conclude that learned helplessness seems to play a role

in various social problems. Even in those cases in which it is not an

outstanding example, the helplessness model directs our attention

away from inner "pathology" and onto more mundane constructs

like situational contingencies and cognitions. These provide a

readier target for intervention. Interestingly, the role of cognition is

better documented here than in the basic work (Chapter 4). At the

same time, learned helplessness is not as ubiquitous as some have

believed. Examples of its application to social problems show a range

of fit.

WHAT WE DON'T KNOW
To date, most applications of learned helplessness to social prob-

lems have been noncritical demonstrations. Future research apply-
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Table 7-1. Applications of Learned Helplessness

Learned Helplessness

Criteria of Learned Helplessness

Inappropriate History of Mediating

Social Problem Passivity Uncontrollability Cognitions

Poor Examples

Alcoholism Not present Not shown Shown
Bodily control Not present Not shown Not shown

Child abusers Not present Shown Not shown

Middling Examples

Child abuse victims Not shown Shown Not shown
Childhood autism Somewhat shown Not shown Not shown
Domestic violence Not shown Not shown Shown
Evening news — Shown —
Institutionalization Not shown Not shown Shown
Loneliness and shyness Not shown Not shown Shown

Good Examples

Aging Not shown Shown Shown
Athletic performance Somewhat shown Somewhat shown Somewhat shown
Chronic pain Shown Shown Not shown
Mental retardation Shown Shown Not shown
Sales Somewhat shown Not shown Shown
Saint Paul — Shown Shown
Unemployment Contradictory Somewhat shown Shown

Excellent Examples

Depression Shown Shown Shown
Academic achievement Shown Shown Shown
Asian Americans Somewhat shown Shown Shown
Black Americans Shown Shown Shown
Burnout Shown Shown Shown
Crowding Shown Shown Shown
Epilepsy Shown Shown Shown
Noise Shown Shown Shown

ing learned helplessness ideas should make an explicit attempt to

document the three criteria of learned helplessness. We have been

somewhat dismayed in our review of the present literature to dis-

cover that not all investigators have a good grasp of what learned

helplessness means. The present chapter illustrated repeatedly what

is meant by learned helplessness (and what is not), so we hope that

future applications will at least be considering the appropriate cri-

teria.

We recommend longitudinal studies as a more stringent way of

applying the helplessness model. We suggest that researchers mea-

sure several failures of adaptation at the same time, not just a single

disturbance. And if learned helplessness is to be of practical impor-
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tance in designing interventions, helplessness explanations must be

pitted against alternatives in a critical way, so that we can under-

stand just how large a role the mechanisms proposed by helpless-

ness theory actually play in particular social problems.

Several issues deserve greater attention in future research. First,

applications to date have not always been careful to show that cog-

nition matters above and beyond trauma. The yoking procedure

standard in experimental studies is difficult if not impossible to im-

plement in field studies with human subjects, but researchers have

often been guilty of not even attempting a reasonable facsimile. Why?
Perhaps because it is so "obvious" that people's beliefs can produce

difficulties for them. However, trauma can also produce passivity.

One theme running through our critique of helplessness applica-

tions is the importance of ruling out trauma as a confound before

learned helplessness is used as an explanation.

Second, applications to date have tended to fall into two groups:

those based on the original helplessness model (Chapter 2) and those

based on its reformulation (Chapter 4). The difference is in terms of

what researchers look at in arguing that learned helplessness is pre-

sent. If they are interested in the original model, they stress uncon-

trollable events as antecedents of observed passivity. If they are in-

terested in the reformulation, they stress cognitions (i.e., causal

explanations). However, as we emphasized in Chapter 5, the refor-

mulation is a diathesis-stress model, which means that both cogni-

tions and events matter. The reformulation did not replace the orig-

inal model so much as elaborate it. Applied researchers have not

sufficiently recognized this.

Third, as we emphasized in Chapter 4, there still exist unsettled

controversies about the basic helplessness phenomenon in people.

What is the implication of these issues for the application of help-

lessness constructs? Not that helplessness fails to exist: deficits can

be reliably produced by uncontrollable events. Not that cognitions

are unimportant: as a property of the relationship between the per-

son and the world, "uncontrollability" must have a cognitive rep-

resentation.

Rather, researchers have yet to grasp exactly what the helpless

person is thinking and how this produces difficulties for him. The
criticisms and questions concerning the laboratory phenomenon have

to do with the nature of the cognitions that link uncontrollable events

and observed deficits. The attributional reformulation took one step

toward a more complex view of the helpless person's cognitions,

but we suspect that further steps need to be taken. We know that
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perceptions, expectations, and explanations are relevant, but what

else? The applications of helplessness ideas, even those we have

deemed excellent ones, need to be regarded more tentatively than

they usually are, because our understanding of the basic helpless-

ness phenomenon is still evolving.

Fourth, although the bulk of the work in the helplessness tradi-

tion concerns itself with individual helplessness, these ideas can be

extended as well to groups. Peterson and Stunkard (1989) have

sketched the beginning of a theory of collective control versus col-

lective helplessness. Collective control is envisioned as a norm—or

shared belief—about the way that a group works, what it is that the

group can and cannot accomplish by what actions. Note the strict

parallel with individual expectations in learned helplessness (Chap-

ter 2).

By further analogy, perhaps a diminished sense of collective con-

trol produces low morale, lack of perseverance in the face of failure,

little tolerance of interruption and turnover, and poor physical health.

For instance, groups within a bureaucracy may experience collective

helplessness when group members see no connection between what

they do and the eventual products of their activity. In such circum-

stances, workers may become listless or may begin to define their

own—more proximal—goals and ignore those of the organization.

Collective control and helplessness are no doubt more compli-

cated than their analogues at the individual level. Members of a

group may not have uniform beliefs about what the group can and
cannot do. Members of some groups manifest differences of opin-

ion, and groups fall along the continuum of agreement versus dis-

agreement among its members regarding the group's helplessness

or efficacy.

Another reason why collective helplessness is more complicated

than individual helplessness is that groups are composed of indi-

vidual people with beliefs not only about the group's ability to achieve

goals but also their own ability to help the group. Collective and
individual helplessness mutually influence each other. People may
rely on the adequacy of their groups to judge their own helpless-

ness. And people probably judge the potency of their group by the

individual competence of its members and leaders. This may be why
the success of a sports team is so important to its fans. At the same
time, research by Simkin, Lederer, and Seligman (1983) showed that

individual helplessness need not generalize to group performance

and that collective helplessness need not generalize to individual

performance (Chapter 4).



Learned Helplessness and Social Problems 263

Some of the applications we surveyed concerned themselves with

learned helplessness in the context of groups and organizations. None
of these cleanly made the distinction between individual and collec-

tive helplessness. We believe that helplessness exists at both levels,

and the relationship between the two may well vary from group to

group. Here is an obvious area in which further work, both concep-

tual and empirical, is needed (Munton & Antaki, 1988).

In sum, if learned helplessness indeed applies to diverse failures

of human adaptation, the model is embarrassingly rich and leads

us to the unlikely prediction that people with a history of uncon-

trollable events who arrive at helpless cognitions end up at risk for

everything passive under the sun. Although social problems do oc-

cur in clusters, the clustering is probably not as tight as this predic-

tion suggests. Further, when social problems do co-occur, it may
well be the result of one problem exacerbating another, as opposed

to learned helplessness being at the root of all of them individually.

What's the issue? Theorists have not grappled with why uncon-

trollable events and helpless cognitions produce depression in one

group of people, academic failure in a second, cancer in a third,

and listless work performance in a fourth. As we suggested in

Chapter 5, maybe the solution is to stop referring to learned help-

lessness as a model and start to call it a mechanism. This is more than

a cosmetic distinction. Models presumably exhaust the relevant fea-

tures of some phenomenon, whereas mechanisms are simply im-

portant ingredients. As a mechanism, learned helplessness must then

be combined with other factors.

NOTES

1. See Peterson (1990, 1992a) for more extended discussions.
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Learned Helplessness and Physical

Health

Although many believe that psychological states have something to

do with health and illness, actually showing the influence of psy-

chology on physical well-being proves difficult. The best-known ar-

guments in favor of such influence are striking case studies, such

as Norman Cousins's (1981) well-chronicled fight against illness

through the mustering of his positive emotions. We find these sto-

ries of great interest, but at the same time, we are forced to take a

skeptical view. Such examples prove very little other than the fact

that the course of people's physical health can vary drastically.

They certainly do not demonstrate conclusively that psychological

factors have anything to do with good or bad health. They do not

identify which psychological factors might be critical. They do not

allow us to generalize to other people. We can be happy for Nor-

man Cousins that he survived his life-threatening illness to lead a

long and satisfying life, but we don't know what else to say about

his story.

Perhaps the real value of such striking examples is that they le-

gitimize closer scrutiny of the link between psychological states and
physical well-being. Researchers have recently been taking these

closer looks, and findings imply that learned helplessness may play

a role. In the present chapter, we describe some of the relevant

studies.

Parts of this chapter are based on Peterson and Bossio (1991).

264
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SOME GROUND RULES

What does it mean to say that learned helplessness is involved in

poor health? It does not mean that helplessness is a model of ill-

ness, which was the working assumption in our research looking at

depression (Chapter 6). Rather, we hypothesize that helplessness is

a potential mechanism for poor health. And it is just one of many. If

nothing else is clear about illness, it is obvious that poor health is

subject to many influences. We face two tasks, therefore, in asking

about learned helplessness and poor health. First, is there a link

between helplessness constructs and poor health? And second, if a

link can be established, how do we move from being helpless to

being in poor health? Our attempts to answer these two questions

are ongoing; the pieces of the puzzle are so far consistent, but many
are still missing.

Health and illness may seem easy for a researcher to ascertain.

But the closer health and illness are examined, the fuzzier the two

become. There are many possible criteria for physical illness:

• Someone complaining of feeling ill

• The presence of particular symptoms like swollen glands

• The diagnosis of particular illnesses by examining physicians

• The corroboration of diagnoses by blood tests, urine tests, X
rays, and the like

• Bodily responses like immune functioning that show how the

body responds to siege

• How long someone lives

• Whether one is alive or dead

Researchers have to settle on a way to measure health status, know-
ing that no particular operationalization is foolproof. The various

criteria of illness do not perfectly agree. There are people who "feel"

fine but have critical illnesses; there are people who "feel" poorly

but show great vigor. There are diseases without symptoms, symp-
toms without diseases. One of the best-established epidemiological

findings is that morbidity (illness) and mortality (death) do not line

up once we take into account people's gender. Females have more
illnesses than men, but they also live longer (Verbrugge, 1989).

Our research into learned helplessness and physical health has

deliberately measured health in a variety of ways and then looked

for convergence across these different studies. We have thereby

gained generality. At the same time, we have not stayed long enough
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with a given research paradigm to rule out all possible confounds

there. The research program as a whole is preliminary. Any given

study is more flawed than we would like. Until we actually rule out

alternative interpretations in each case, all we can say is that our

findings do show an intriguing convergence.

RISK FACTORS FOR ILLNESS

What does it mean to ask whether learned helplessness puts one at

risk for poor health? Remember that "learned helplessness" en-

compasses three different components: passivity, uncontrollability,

and cognition. So this question should be rephrased to ask about

the contributions of these constructs—individually and in combi-

nation—to poor health. To date, we have looked most frequently at

how cognition, specifically one's explanatory style, pertains to

physical well-being.

Passivity

Nonetheless, we believe that passivity produces poor health, more
so now than ever before in history. The health professions have

gone through three major eras in their attempt to combat illness

(Taylor, Denham, & Ureda, 1982). The first era was strictly reactive

in nature. Once someone became ill, she received treatment. The
second era is a more recent arrival on the historical scene and was
an attempt to prevent people from getting ill in the first place by

modifying their physical environment, reducing the likelihood that

they would become infected by germs. Swamps containing mosqui-

toes that carried malaria were drained. Trash heaps that housed rats

that carried fleas that carried the bubonic plague were removed.

Surgeons washed their hands before and after operations.

Both of these eras have been important, and strategies from them
are obviously still deployed today. But we are now entering a third

era of combating illness that differs dramatically from its predeces-

sors. At this point, it is estimated that most people die from ill-

nesses that have something to do with their life-style. Smoking,

drinking, poor nutrition, and not exercising contribute to an incred-

ible number and variety of maladies. So the third era of combating

illness tries to induce the individual to get rid of his or her un-

healthy habits for good.

This differs from the other eras because no longer is the individ-

ual allowed to stand around on the sidelines while physicians fight
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germs and public health workers alter the physical environment.

The third era—which we can call the era of health promotion

—

requires that the individual act differently. To this end, programs

have been undertaken—over television, in schools, at work, and

even within whole communities and nations—that try to encourage

people to act in healthy ways. Passivity in the face of these exhor-

tations is obviously not healthy.

More controversial are the hypothesized links between uncon-

trollability and cognitions on the one hand and physical health on
the other. We have conducted research that addresses both these

links. Animal studies have looked at how experience with uncon-

trollable events changes the physiology of an organism, including

ways that make it more susceptible to illness. And people studies

have looked at the correlation between pessimistic explanatory style

and poor health.

Uncontrollability

Studies with both animals and people show that experience with

uncontrollable aversive events may lead to poor health and early

death. We review the studies with people here, postponing until

later in the chapter our discussion of the studies using animals. Upon
close examination, the animal studies prove quite different from the

human studies. We also should note that in a number of cases,

researchers have not shown that uncontrollability per se is the crit-

ical risk factor. We know that stress is often not healthy, and we
know that one of the determinants of stress is lack of control, but it

is another thing to say that uncontrollability is the reason that stress

takes a toll on health.

Survey research shows that stressful life events undercut one's

health. Stress has been linked to illness in a number of well-

controlled studies (Rabkin & Struening, 1976). For instance, inves-

tigators Thomas Holmes and Richard Rahe (1967) created the Social

Readjustment Rating Scale to gauge the quantity of stress a person

has been experiencing. In responding to this questionnaire, a re-

search subject indicates which of forty-three major life events oc-

curred in the past year. The more the event in question disrupts

her ongoing life and requires some sort of readjustment, the higher

the "life change unit" score associated with the event. As the total

score on this scale increases, the more likely she is to fall ill.

It is not just major life events that create stress for us. Kanner,

Coyne, Schaefer, and Lazarus (1981) created a measure that paral-
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lels the Social Readjustment Rating Scale, except that it asks about

hassles: small but annoying events in the course of daily life like

losing the car keys, being interrupted at dinner, making a mistake

while balancing the checkbook, and having to take care of a pet. As

hassles accumulate, so does stress, chipping away at one's physical

well-being. In their sheer numbers, hassles may be even more

stressful man major life events (Weinberger, Hiner, & Tierney, 1987).

Once the stress-illness link was established, researchers began to

take a look at its nature, and they found that psychological factors

were critical to this link. Specifically, an event becomes stressful

and likely to lead to illness to the degree that one thinks about it in

a particular way. The more that one regards events as unpredictable

and uncontrollable, the more stressful they are. When one is in con-

flict about events, this can cause stress. And when one blames one-

self for bad events but feels powerless to change them, they too are

particularly stressful.

In some cases, these beliefs reflect the reality of the situation, but

in other cases, someone's beliefs go beyond the facts of the matter

and create unnecessary stress for the person. One way to describe

the thrust of these findings is to say that a pessimistic view of life

events makes them more stressful and thus more likely to produce

illness. Conversely, an upbeat way of thinking may buffer one against

the health-threatening effects of stress.

The problem with this work is that it is not experimental, and

confounds threaten the conclusion that it is the life event per se that

increases one's risk of poor health. Further, a stressful life event is

not simply uncontrollable but also traumatic. As we took pains to

note in Chapter 7, unless sheer physical trauma can be ruled out, it

is impossible to conclude that uncontrollability is the critical factor.

Cognition

We turn next to a series of studies with people that look at the

association between explanatory style and poor health. Here we have

the best evidence linking some of the cognitions that characterize

learned helplessness to one's physical well-being.

A Thirty-Five-Year Longitudinal Study. The Harvard Study of Adult

Development is an ongoing longitudinal investigation initiated in

1937 by Clark Heath and Arlie Bock at the Harvard University Health

Sciences and now directed by George E. Vaillant of Dartmouth

Medical School. It represents a unique source of data about human
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growth and development across the life span. The Harvard Study

has allowed researchers to make important statements about coping

(Vaillant, 1977) and alcoholism (Vaillant, 1983). It has also allowed

us to carry out a study of explanatory style and its relationship to

health (Peterson, Seligman, & Vaillant, 1988).

The study began with physically healthy, mentally healthy, and

successful members of the Harvard classes of 1942 through 1944.

Potential research subjects were first screened on the basis of aca-

demic success (40 percent of the entire student body was excluded),

then on the basis of physical and psychological health (another 30

percent was excluded), and finally on the basis of nominations by

college deans of the most independent and accomplished individu-

als. In all, 268 young men were included in the study.

Each subject, while an undergraduate, took an extensive physical

examination and completed a battery of personality and intelligence

tests. After graduation, the subjects completed annual question-

naires about their employment, family, health, and so on. Periodic

physical examinations of each subject were conducted by his own
doctor. Ten men withdrew from the study during college, and two

more men withdrew after graduation.

The Harvard Study of Adult Development is a very special inves-

tigation because it satisfies most of the criteria for an ideal study of

how psychological states might influence our physical health. It is

longitudinal; it has a large number of research participants; it has

low attrition; it has good measures of physical health—namely,

physician examinations buttressed with medical tests.

The study also makes it possible for us to ascertain the character-

istic explanatory style of the research participants when they were

young. Among the many measures completed by subjects was a

questionnaire they responded to in 1946 that was open-ended and

asked about difficult wartime experiences:

What difficult personal situations did you encounter (we want details),

were they in combat or not, or did they occur in relations with superiors

or men under you? Were these battles you had to fight within yourself?

How successful or unsuccessful in your own opinion were you in these

situations? How were they related to your work or health? What physi-

cal or mental symptoms did you experience at such times?

This question is an invitation to be mindful, and research partic-

ipants certainly were. Their answers to this question were more es-

says than brief statements.

Our interest centered on 99 of the men, chosen randomly from
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the larger group. We read through the 1946 essays to find causal

explanations of bad events. After locating them, we wrote them

verbatim on index cards. For the 99 men, we found a total of 1,102

bad events and causal explanations—an average of 11.1 per re-

search subject.

Four research assistants then rated each extracted causal attribu-

tion according to its internality (versus externality), stability (versus

instability), and globality (versus specificity). We then combined the

ratings by averaging across the judges, across the three rating di-

mensions, and finally across the different events explained by a par-

ticular research subject. What resulted was a set of 99 scores, one

per subject, that placed each someplace along the dimension rang-

ing from extremely optimistic explanatory style to extremely pessi-

mistic explanatory style.

Along the way to assigning an explanatory-style score to each

research subject, we lingered long enough to calculate whether a

given individual explained events in a consistent fashion. Remem-
ber our earlier cautions that sometimes the reality of events dictates

how they are explained, thus precluding someone's habitual view

of things from affecting particular explanations (Chapter 5). This

might mean that our scores reflected the particular wartime events

encountered by a subject (reality) and not the way he habitually

thought about such events (explanatory style). Our check on con-

sistency allayed this fear about the validity of our procedure.

Research subjects indeed explained disparate events in the same
way.

We have detailed how someone's explanatory style was ascer-

tained. Now let us turn to the assessment of our research subject's

physical health. At eight times in a research subject's life—at ages

25 (approximately when the open-ended questionnaire we just de-

scribed was completed), 30, 35, 40, 45, 50, 55, and 60—his personal

physician completed a thorough physical exam and forwarded the

results to a research internist at the Harvard Study. This individ-

ual—obviously unaware of the research subject's explanatory style

because this was not to be ascertained until years later—then

rated each subject in light of the exam results in the following

way:

1 = good health, normal

2 = multiple minor complaints, mild back trouble, prostatitis, gout,

kidney stones, single joint problems, chronic ear problems
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3 = probably irreversible chronic illness without disability; illness

that will not fully remit and will probably progress—like treated

hypertension, emphysema with cor pulmonale, diabetes

4 = probably irreversible chronic illness with disability—for ex-

ample, myocardial infarction with angina, disabling back trou-

ble, hypertension and extreme obesity, diabetes and severe ar-

thritis, multiple sclerosis

5 = deceased

From age 50 on, the research internist also had available blood and

urine tests, an electrocardiogram, and a chest X ray for most of the

research subjects (see Vaillant, 1977).

One more measure was available for each subject. In 1945, a global

rating was made by an examining psychiatrist who attempted to

predict the individual's likelihood of encountering emotional diffi-

culties in the future. This is important to know about each subject

because we would want to rule out the possibility that an underly-

ing emotional difficulty—depression, for instance—might cause both

a pessimistic explanatory style and poor physical health.

Not surprisingly, as subjects became older, their health on the

whole worsened. However, what also happened was that the range

of scores increased. In other words, there was an ever greater dif-

ference between the most and least healthy. This trend in and of

itself is hardly unexpected, because all subjects started out as ex-

tremely healthy. Remember the stringent selection criteria. But what

is interesting is that even for extremely healthy young men, some
became quite sickly as they aged. Of the 99 men we studied, 13

died before age 60. Our appetite was whetted for discovering what
might make the difference between those with a good outcome and

those without. Would explanatory style be relevant?

Overall, men who used optimistic explanations for bad events at

age 25 were healthier later in life than men who offered pessimistic

explanations. This correlation held even when their initial physical

and emotional soundness were taken into account. Thus, an opti-

mistic explanatory style early in life is associated with good health

later in life.

We regard this study as an important demonstration of the link

between psychological states and physical well-being. Let us be more

specific about the findings. We looked at the relationship between

explanatory style and health at each of the eight ages of our sub-

jects. Explanatory style was unrelated to health at ages 30 through
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40, but thereafter the relationship emerged. It reached its most ro-

bust level at age 45, approximately twenty years after the time that

explanatory style was assessed. Thereafter, the relation between ex-

planatory style and health fell off somewhat.

We also looked at how explanatory style (at age 25) was associ-

ated with changes in a subject's health status from one age to an-

other. This lets us zero in on exactly where an optimistic style starts

to have benefits (and a pessimistic style costs). To some degree,

pessimistic explanatory style was associated with a worsening of

health from ages 35 to 40. But the link became most clear between

ages 40 and 45 (partial r = .42). Here those with an optimistic ex-

planatory style as youths maintained their health, in contrast to those

with a pessimistic explanatory style. These latter individuals showed

a marked deterioration.

What did we accomplish in this study? We believe that it is an

unambiguous demonstration that a psychological variable—one's

explanatory style—is associated with physical health two and three

decades later. This association holds up even when possible third

variables like initial physical health and initial emotional soundness

were controlled.

Explanatory style did not predict immediate health status. This is

not surprising because in our sample there was little variation in

health to begin with. But by early middle age (35-50), health be-

came more variable, and psychological factors began to play a role.

In later middle age (50-60), the relationship between explanatory

style and health fell off a bit. We have no good explanation for this

right now, but our suspicion is that constitutional factors or life-

style or both start to dominate the health scene at this time.

Any particular study, no matter how striking its results, falls short

of being the final word on a topic. Let us point out a major problem

with the study we have just described. Its sample was originally

chosen not to be representative of the population as a whole. This

does not detract from the value of the research as a demonstration.

Yes, under some circumstances for some people, psychological states

are related to health. But once this demonstration is accepted, ques-

tions then arise about its boundary conditions. Is this relationship

between explanatory style and health the case for all people in all

circumstances? Generalizing from the very special participants in

the study is obviously a problem. These were initially healthy, often

wealthy, successful men, mostly from the northeast United States.

So our next step was to investigate broadly the link between a

person's explanatory style and his or her health. This addresses the



Learned Helplessness and Physical Health 273

problem of limited generality of results from the Harvard Study. Let

us next describe other studies that further establish this correlation.

The Common Cold. The next investigation of the relationship be-

tween someone's explanatory style and physical health used a dif-

ferent population of research subjects, a different measure of ex-

planatory style, and two different criteria for good versus poor health

(Peterson, 1988). Again we asked whether explanatory style is as-

sociated with one's physical health.

We addressed this question in a group of 172 college students at

Virginia Tech, in Blacksburg, Virginia. The study began during the

fall of 1984, what we refer to as Time One. At that time our research

subjects completed a version of the Attributional Style Question-

naire. They also completed a measure we dubbed the Illness Scale,

a questionnaire that asked them to describe all the illnesses they

had experienced during the previous 30 days (Suls & Mullen, 1981).

For each illness, the research subjects described the date that the

symptoms were first noticed and the date that they were last pre-

sent. The degree of illness can then be calculated as the number of

different days during the month that at least one symptom was pre-

sent. Scores range from to 30, and the higher the score, the more
"ill" we say the individual was. To control for any tendencies to

complain by some of our subjects, we also administered to them a

measure of depressed mood.
The next time we encountered the subjects—Time Two—was one

month later, when they again completed the Illness Scale. Of the

original 172 subjects, 170 (99 percent) showed up at Time Two. Note

that at Time Two, they were reporting on illnesses and symptoms
that had occurred since Time One, when their explanatory style had

been ascertained. As in the Harvard Study, our interest was in the

relationship between explanatory style at the early point in time

and health at the later point.

Finally, we contacted our subjects by letter one year later—Time
Three. Enclosing a stamped envelope addressed to us, we asked:

Would you please indicate in the space below the number of times you
have visited a physician since last Thanksgiving for diagnosis and/or

treatment of an illness? Do not include routine checkups or visits be-

cause of an injury (like a broken leg).

Our rationale for this measure was that the worse someone's health,

the more frequently he or she might visit a doctor. Of the original

172 subjects, we heard at Time Three from 146 (86 percent). Again,
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Table 8-1. Optimistic and Pessimistic Individuals

(Common Cold Study).

Days 111 Doctor Visits

Group in Following Month in Following Year

Pessimists (25% of sample) 8.56 3.56

Optimists (25% of sample) 3.70 0.95

Source: Peterson, C, and Bossio, L. M. (1991). Health and optimism. New York: Free Press.

© 1991 by Christopher Peterson and Lisa M. Bossio. Reprinted by permission of The Free

Press, a Division of Macmillan, Inc.

we wanted to see the relationship between explanatory style at Time

One and health measured this way at Time Three.

We found the same relationship between explanatory style and

health that we obtained in the Harvard Study. Optimistic college

students—when compared with their more pessimistic peers

—

experienced fewer days of illness in the subsequent month and made
fewer doctor visits in the subsequent year. These results held even

when their initial health status (Illness Scale score at Time One) was
taken into account. And these results held even when the depres-

sion score, a plausible control for complaining, was taken into ac-

count.

The magnitudes of these relationships were somewhat less than

those found in the Harvard Study, perhaps because a shorter pe-

riod of time was involved. We compared the 25 percent of subjects

who had the highest scores on the ASQ (the most pessimistic) with

the 25 percent of subjects who had the lowest scores (the most op-

timistic). Table 8-1 shows the average number of days ill for subjects

in these groups, as well as the average number of doctor visits.

There is more than a two-to-one difference in the first case and more

than a three-to-one difference in the second.

Of the subjects describing illnesses at Times One and Two, 95

percent described colds, sore throats, or the flu. The remaining sub-

jects reported illnesses like pneumonia, an ear infection, venereal

disease, or mononucleosis. Thus, all of the illnesses were infectious.

Although subjects at Time Three were not asked to describe the

illnesses that brought them to a physician, some small number of

them did so. Every illness was infectious.

These results may tell us something that the Harvard Study did

not—the sort of illness to which pessimism might specifically relate.

We must be cautious in expecting highly specific relationships be-

tween a psychological state and a particular health problem. Still,
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this finding hints at a possible path between explanatory style and
health, one that involves the body's response to infection.

This study is not ideal. As in the Harvard Study of Adult Devel-

opment, the research subjects did not constitute a cross section of

the population. College students on the average are healthier, more
intelligent, and more privileged than people in general. The com-

mon cold is not in the same league as cancer and heart disease, and
perhaps college students—who live in close proximity to one an-

other—are particularly at risk for colds. However, because the re-

sults of this study converge with the results of the Harvard Study,

we start to have more confidence in the link between explanatory

style and good health.

Survival with Cancer. In yet another study of the link between ex-

planatory style and health, Sandra Levy and colleagues at the Uni-

versity of Pittsburgh School of Medicine studied thirty-six middle-

aged women with recurrent breast cancer (Levy, Morrow, Bagley,

& Lippman, 1988). Their interest was in the factors that predicted

how long the women lived following the initial diagnosis of cancer.

In particular, they looked at the role played by psychological fac-

tors, including explanatory style.

When the subjects initially entered the study, they were given an

extensive interview that covered various topics. These interviews

were then transcribed, and the CAVE procedure was undertaken to

identify, extract, and rate the causal explanations contained therein.

The researchers also ascertained other factors thought to affect a

woman's survival, like the nature of her cancer. And, of course,

physicians proceeded with the appropriate treatments.

Levy and her colleagues followed the subjects for four years. Of
the thirty-six women originally participating in this research, twenty-

four died during this time; survival time among this group ranged

from little more than 100 days to almost 1,300 days (that is, 3.6

years). A number of the factors that the researchers measured in

the first place proved to predict the survival time of these women,
including explanatory style. As we would expect, the more optimis-

tic a woman's explanations had been during the initial interview,

the longer she survived.

Explanatory style was not the strongest predictor of survival time;

instead, biological factors like the number of initial cancer sites were

most critical. Further, the magnitude of the relationship between

explanatory style and health (i.e., survival) was modest—more so

than the other relationships we have described in this chapter. Levy
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et al. (1988) exercised appropriate caution and called their results a

trend. Finally, the small sample size constrained the number of pos-

sible "third variables" that could be taken into account and ruled

out.

Even with limitations, these results add to the evidence we have

summarized arguing for a link between explanatory style and phys-

ical well-being. This particular sample is not the most obvious place

to expect that psychological states influence health, because all of

the research subjects began the study already ill—indeed, quite ill.

Psychological states can influence the onset of illness or the course of

illness, and these are different matters. One influence can occur

without the other, and our sense is that when illness has pro-

gressed far enough along, psychological factors may well play a de-

creasing role. All of this ends up meaning that Levy's "trend" is

notable.

Heart Attack Recovery. Gregory Buchanan and Martin Seligman (1989)

investigated the influence of explanatory style on recovery from a

heart attack. Subjects in their study had been part of the control

group of a prior study conducted at Stanford University that was
concerned with how to prevent the recurrence of heart attacks. All

subjects were men who had suffered a heart attack at least six months

prior to their entry into the Stanford study. They were all non- or

ex-smokers with no evidence of diabetes.

At the beginning of the study, subjects were given a standardized

interview to assess the Type A coronary-prone behavior pattern.

This interview was videotaped, which allowed Buchanan and Selig-

man after the fact to use the CAVE procedure to ascertain their

explanatory style. In all, there were 160 men in the control group.

They were followed for more than eight years, at which point 60 of

these subjects had died from coronary causes, usually a second heart

attack.

Buchanan and Seligman matched the deceased subjects with still-

living subjects on the basis of their age and PEEL index, a global

measure of heart functioning that takes into account the location

and extent of damage from previous heart attacks. These two groups

of subjects differed as expected on explanatory style. Deceased sub-

jects were more likely than those who still lived to have shown a

pessimistic style eight years prior. Here we have some evidence that

explanatory style may predispose not just infectious disease but also

cardiac problems.
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Immune System Competence. The next study we want to describe

was conducted by Leslie Kamen-Siegel and colleagues at the Uni-

versity of Pennsylvania (Kamen-Siegel, Rodin, Seligman, & Dwyer,

1991). Major interest centered on the relationship between explan-

atory style and yet one more indicator of physical well-being: the

competence of one's immune system. Like all the criteria of "health"

used in our research, this too is less than ideal. There are many
indices of immune system competence that can be calculated from

a blood sample, and spirited debate occurs among immunologists

about their relative merits. Immune competence however calculated

bears no one-to-one relationship to health and longevity, although

by now we are familiar with a researcher's need to rely on measures

that in general are reasonable ones.

Kamen-Siegel and her colleagues conducted interviews with forty-

seven mostly healthy adults between the ages of sixty-two and eighty-

seven. The interviewers covered such topics as major life events,

problems, hassles, and worries. In short, they encouraged the sub-

jects to be mindful, and ample causal explanations were offered.

These were scored for explanatory style with the CAVE procedure.

A blood sample was available from each of the subjects, drawn
at about the time the CAVE interviews were conducted. The sam-

ples were analyzed to yield one measure of immunocompetence:

specifically, the ratio between T4 cells and T8 cells. More descrip-

tively, T4 cells are often called helper cells, and T8 cells are often

called suppressor cells. These labels reflect the roles that these cells

are thought to play in turning on and turning off the body's fight

against infection. 1 Thus, a high ratio suggests immunocompetence,

because here there are relatively more helper cells and relatively

fewer suppressor cells; a low ratio suggests compromised immu-
nity, with relatively fewer helper cells and relatively more suppres-

sor cells.

Optimistic explanatory style was correlated with the T4/T8 ratio

—

that is, with the competence of one's immune system—to a mod-
erate degree. Although this study used a cross-sectional design,

which leaves unclear the direction of the relationship they docu-

mented, the researchers did try to rule out some likely third vari-

ables. First, an overall estimate of current health status was arrived

at by two examining physicians. Someone currently ill of necessity

has an immune system under attack, thus giving a misleading T4/

T8 ratio. Second, each subject's level of depressed mood was esti-

mated by a questionnaire he or she completed. Research suggests

that depression affects immunocompetence, again potentially bias-
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ing the T4/T8 ratio (Schleifer, Keller, Siris, Davis, & Stein, 1985).

The relationship between explanatory style and immune system

competence continued to hold even when these two measures

—

current health status and depressed mood—were controlled statis-

tically.

Replications. We now want to describe briefly several additional

studies that found a link between explanatory style and physical

health. The first study asked eighty-three summer school students

at the University of Michigan to complete the Attributional Style

Questionnaire and to respond to the question "Are you ill right

now?" by answering definitely no, maybe, or definitely yes (Peter-

son, Colvin, & Lin, 1989). Subjects then kept track in a diary of any

illnesses they experienced during the next three weeks. Of the eighty-

three original subjects, seventy-two (87 percent) returned the dia-

ries to us. We scored their health status as we had scored the Illness

Scale in the previous study: the number of different days on which

the subject experienced at least one symptom. The more optimistic

the individual's explanatory style, the fewer days of illness he or

she reported, even when answers to the "Are you ill right now?"
question were taken into account statistically. Again, the magnitude

of this relationship was moderate (partial r= .33), and again, 95 per-

cent of the reported symptoms made it seem like subjects suffered

from colds or the flu.

The remaining studies were not longitudinal. We measured both

explanatory style and physical health simultaneously. Such designs

obviously tell us nothing about the direction of effects. But when
combined with the previous studies, this particular investigation

broadens the support for our contention that optimistic explanatory

style is linked to good health.

Research participants in one of these studies were ninety middle-

aged adults who as children had participated in an investigation of

the effects of different styles of parental discipline (Sears, Maccoby,

& Levin, 1957). Years later, in 1988, these individuals were recon-

tacted for further study (see Peterson & Bossio, 1991). The subjects

completed a host of questionnaires and other personality measures.

Relevant to our purposes, they also wrote an essay of about 300

words in response to the following instructions:

Please describe the worst thing that happened to you in the past year.

Tell (1) when it occurred, (2) if another person was involved and who it

was, (3) the gist of any conversation, and (4) what happened at the end.
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The other person can be anyone. The event has to be of major impor-

tance to you. Please use at least 800 words in your description.

We used the CAVE procedure with these essays to score each per-

son's explanatory style. As with the Harvard Study, what resulted

was a single score for each research subject reflecting his or her

explanatory style.

Health in this study was assessed with a questionnaire that asked

respondents to report on their current health status. Consistent with

our other studies, those with an optimistic explanatory style were

healthier than those with a pessimistic style. The magnitude of this

relationship was comparable to those found in our other investiga-

tions.

Another cross-sectional investigation of explanatory style and

health was conducted by Lin and Peterson (1990). Students at the

University of Michigan completed a version of the Attributional Style

Questionnaire, as well as a questionnaire that asked in several ways
about their physical health:

• In the past twelve months, how many different times were you
ill?

• In the past twelve months, how many different times did you

visit a physician for diagnosis and treatment of an illness?

• Are you ill right now?
• On the whole, how would you rate your health compared to

others your age?

As in our previous studies, we found that a pessimistic explanatory

style was associated with poor health.

Finally, Margie Lachman (1989) administered an explanatory style

measure to a sample of elderly individuals. She also assessed their

physical complaints. One more time, a correlation was established

between a pessimistic explanatory style and poor health.

Lines of Related Research

We have described studies showing that uncontrollable events and
a pessimistic explanatory style are associated with poor physical

health. We have been careful to note that each individual study is

far from definitive. Nonetheless, these particular studies are just

one reason to believe that psychological states can affect our phys-

ical well-being. The last decade has seen an explosion of studies
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that in general show positive thoughts to be associated with good

health. We cannot do full justice to the vastness of this research,

but we can at least give you a flavor of several lines of inquiry,

which converge with our own.

Let us therefore mention several lines of work that link psycho-

logical states—chiefly cognitive styles—to physical well-being.

Common themes run through these lines of investigation, connect-

ing their results with the studies that explicitly looked at helpless-

ness constructs.

Psychologists Michael Scheier and Charles Carver have for sev-

eral years investigated a personality characteristic they dub disposi-

tional optimism, particularly as it relates to physical health. Of all the

work to be discussed, that of Scheier and Carver bears the closest

resemblance to our investigations of explanatory style. They define

dispositional optimism as one's general expectation that the future

holds good outcomes, and in a series of studies, they have linked

optimism to good health and pessimism to poor health (Scheier &
Carver, 1985, 1987; Scheier et al., 1989).

Another personality characteristic linked to physical well-being that

overlaps considerably with our notion of explanatory style is hardi-

ness. Developed by Suzanne Kobasa (1979), hardiness is conceived

as an individual difference that spans three entwined dimensions:

commitment, control, and challenge. Commitment refers to some-

one's involvement in personal projects and goals. Someone high on
commitment is personally engaged; someone low is merely going

through the motions. Control entails a belief that one can control

important outcomes and devise solutions to the problems of life.

Someone high in control actively confronts her surrounding world;

someone low is fatalistic, expecting luck or fate to prevail. Finally,

challenge refers to the way that one construes stressful events. These

can be looked at as challenges—opportunities for personal growth,

or as threats to esteem and security. Studies show that hardiness

measured this way predicts which people are less likely to fall ill

when they experience stress (e.g., Kobasa, 1979, 1982; Kobasa, Maddi,

& Courington, 1981; Kobasa, Maddi, & Kahn, 1982).

Yet another notion related to learned helplessness is Albert Ban-

dura's (1977, 1986) concept of self-efficacy, defined as a person's be-

lief that he can perform a particular behavior that will produce a

particular outcome. In a number of studies, Bandura demonstrated

that this belief in one's own efficacy to perform a particular behav-

ior strongly predicted whether or not it would take place. This be-

lief proves to be a more potent influence on future behavior than
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an individual's past behavior. There are few generalizations in psy-

chology, but one of the best established is that past behavior leads

to future behavior; there is considerable inertia to how we think or

feel or act. Self-efficacy is an exception to this generalization and

thus worthy of note.

What is the relevance of self-efficacy to health? O'Leary (1985) did

an extensive literature review and documented numerous areas of

health-relevant behavior under the sway of self-efficacy.

The evidence taken as a whole is consistent in showing that people's

perceptions of their efficacy are related to different forms of health be-

havior. In the realm of substance abuse, perceived self-regulatory effi-

cacy is a reliable predictor of who will relapse and the circumstances of

each person's first slip. Strong percepts of efficacy to manage pain in-

crease pain tolerance . . . [Perceived efficacy with regard to] . . . eating

and weight predicts who will succeed in overcoming eating disorders.

Recovery from the severe trauma of myocardial infarction is tremen-

dously facilitated by the enhancement of the patients' and their spouses'

judgments of their physical and cardiac capabilities. And self-efficacy to

affect one's own health increases adherence to medical regimens . . .

While specific procedures may differ for different domains, the general

strategy of assessing and enhancing self-percepts of efficacy to affect health

. . . has substantial general utility, (pp. 448-449)

Stripped of jargon, O'Leary's statement says that people can act in

healthy ways to the degree that they believe they can enact the

particular behaviors that are pertinent (or refrain from them). Self-

efficacy may be one of the critical factors underlying our adherence

to diets and other health-promoting activities (Peterson & Stunkard,

1989).

That self-efficacy may have a more direct effect on health is shown
by recent studies by Bandura and his colleagues that look at how
people's physiological responses to stress are influenced by their

levels of self-efficacy with respect to coping responses. The more
people believe they can cope with stress, the less the stress taxes

their body (Bandura, Taylor, Williams, Mefford, & Barchas, 1985).

Related studies suggest that people with enhanced self-efficacy have

more robust immune systems (Bandura, 1987).

Common Themes

We have described several lines of research that support the work
we discussed earlier linking learned helplessness and poor health.

There seems little doubt that psychological states can and do influ-
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ence one's physical well-being. Let us take a step back from the

different lines of work and look for some common themes. Ob-

viously, the influence of the mind on our health is the overarching

point. But we also know that people have looked for thousands of

years for such an influence; why did these particular lines of inquiry

work out as well as they have?

We think the answer to this question is that advocates of the mind's

influence on our body finally hit upon just what aspect of "mind"

to look at. Here are common emphases in the disparate lines of

work:

1. It is people's manifest thoughts and beliefs that pertain most

directly to their health. Previous researchers looked mainly at

emotions, conflicts, and/or unconscious processes, and the yield

was much more modest.

2. It is how someone thinks in particular about setbacks and dis-

appointments that matter. The purpose of thought is to allay

doubt (Peirce, 1955), and the current generation of psycholog-

ical researchers has had the good fortune to focus on people

under circumstances in which they are most likely to be

thoughtful.

3. It is thoughts about the real world—its events, their causes,

and their aftermath—that relate to well-being.

4. It is the sorts of beliefs that lead to action, that are infused

with agency and efficacy, that lead to health. Those that result

in passivity and demoralization do not.

Not all lines of work that psychologists are pursuing exemplify all

of these emphases. Some notions slide more into the emotional/

motivational realm and others into a purely ideational one. Some
are more responsive to "reality" than are others. Some are more
microscopic than others.

Regardless, we find our work on learned helplessness to reside

somewhere in the middle of most of these possible contrasts. There

is a family resemblance in these lines of work. Learned helplessness

is a quite respectable member of the family. Our results, however,

are merely descriptive. They do not tell us how explanatory style

influences physical health. So our current research goal is to map
out the pathways between helplessness and physical well-being. We
hypothesize no single path but rather several, entailing biological,

emotional, behavioral, and interpersonal routes. And we hypothe-

size that these routes crosscut and influence one another.
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MECHANISMS

In this section, we discuss exactly how learned helplessness might

affect our health. We talk in detail about the multiplicity of routes

that seem to exist. Thus we can specify pathways inside the person:

biological and emotional processes. We can also specify pathways

that exist outside the person. This is a somewhat arbitrary way to

divide matters, but for the sake of simplicity, we go along with this

rough distinction.

In particular, we stress how someone's mundane behaviors can

promote or damage his health. We hope thereby to bridge our re-

search on learned helplessness with the enormous literature on health

promotion—diets, exercise programs, stress management, and the

like (Peterson & Stunkard, 1989). Health promotion has sometimes

been pushed upon the public in a mindless way, and we mean this

in two senses. First, health promotion has not been based on an

overall theory of well-being. Instead, it is phrased in terms of a

''more is better" approach in which people ruin their physical and
emotional health in order to appear fit (cf. Barsky, 1988). We think

that an overarching view of what it means to be healthy might re-

store some sense to health promotion.

Second, health promotion understandably emphasizes the body,

but there is a curious neglect of the mind. Our psychological state

is not simply a by-product of our physical state, as health promo-

tion experts often seem to imply. The influence runs in both direc-

tions. We want to put the mind into health promotion in a literal

way and to argue that the process of bolstering one's well-being

must start with thoughts and beliefs.

Biological Routes

There are many ways in which the biological changes produced by

helplessness can alter the disease process. It is not easy to provide

a brief review of these possible influences. As we saw in Chapter 3,

the biological concomitants of learned helplessness are complex. Most
if not all biological systems are influenced to some degree by un-

controllable stress, and these systems in turn braid together, contin-

ually influencing one another. Further, the potential biological me-
diators of the link between helplessness and illness may well vary

with the disease in question.

For example, atherosclerosis is the major cause of heart disease

in the United States. High levels of cholesterol contribute to this
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condition, and for rats, exposure to uncontrollable shock increases

the levels of cholesterol that circulate in the blood (Brennan, Job,

Watkins, & Maier, 1992). A number of hormones that are released

into the blood by uncontrollable shock influence the release of free

fatty acids and hence the chemical conversion of cholesterol. So we
can specify a rather detailed biological route between helplessness

and heart disease. However, neither these hormones nor choles-

terol is likely to be important for other diseases, such as those that

involve infection. In these cases, an entirely different biological cas-

cade must be specified.

Still, we can point to one biological route that possesses some
generality: the immune system. The immune system is made up of

organs that make and store immune cells (e.g., the spleen, lymph
nodes, bone marrow, and the thymus) as well as the immune cells

themselves. These cells are primarily white blood cells that serve

various functions in the fight against infectious disease. They rec-

ognize molecules foreign to one's body and then destroy or inacti-

vate the foreign molecules that are recognized. The foreign mole-

cules range from external pathogens such as a virus or bacterium to

an abnormal internal product such as a tumor. Many different cells

are involved in an immune response (e.g., macrophages, helper T
cells, cytotoxic T cells, and B cells), and there are various ways in

which they combine to mount an attack.

To be successful, the immune response requires the coordination

of these different reactions. Signals from the nervous system as well

as hormones from the endocrine glands under the control of the

nervous system are involved in directing and regulating the se-

quence of cellular interactions that take place within the immune
system. Immune organs such as the spleen and bone marrow are

actually innervated by the sympathetic nervous system, and termi-

nals of these sympathetic fibers make actual synaptic "contact" with

white blood cells in these organs (for a review, see Felton & Felton,

1991). In addition, the white blood cells have receptors for many
neurotransmitters and hormones, notably those secreted by the pi-

tuitary and adrenal glands.

The point? The connections necessary for the brain to influence

the immune response are certainly present. Moreover, the sub-

stances produced by white blood cells during the immune response

can in turn gain access to the brain and alter neural functioning.

There is bidirectional communication between the nervous and im-

mune systems that makes possible psychological influences on im-

munity and hence on health and disease.
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Many of the neural and endocrine systems that influence immune
responding respond to stress, and so it should be no surprise that

stress can change how the immune system functions. The relevant

literature is large, and easy conclusions do not emerge. The role of

stressor controllability in particular is far from clear (Maier & Lau-

denslager, 1988). Many have wanted to conclude that stress some-

how suppresses or interferes with proper immune functioning,

thereby promoting disease (e.g., Peterson & Bossio, 1991). This sim-

ple statement, no matter how appealing, is not always justified. The

effect of stress on immune function depends on the nature of the

stressor, the immune measure employed, and a host of other fac-

tors.

Stress may reduce, have no effect on, or even enhance some cho-

sen aspect of the immune response. And because the processes re-

sponsible for immunity are so complex, a decrease in one particular

immune index need not indicate that the integrated immune re-

sponse has been compromised. Another aspect of the immune re-

sponse might compensate. It will take much further work to un-

ravel and make sense of the relationships between stress and immune
function. In the present context, we can nonetheless offer the pos-

itive conclusion that the immune system represents, in principle, a

very important biological route between helplessness and physical

health.

Granted the complexity involved, it is just as well that we have

never wanted to put all of our explanatory eggs in a biological bas-

ket. We are not biological reductionists, and we think there is every

reason in the world to look for additional routes between helpless-

ness and health.

Emotional Routes

One of the best-established links in the entire psychological litera-

ture concerns the association between explanatory style and depres-

sion (Chapter 6). Literally hundreds of investigations have reported

an association between pessimistic explanations for bad events and
increases in one's depressive symptoms—among children, young
adults, the middle-aged, and the elderly (Sweeney, Anderson, &
Bailey, 1986). By obvious implication, an optimistic explanatory style

is associated with positive emotional states, like happiness and joy.

This strong association is important because studies have linked

increased depression with increased morbidity and mortality. These
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relationships hold even when suicide, a common concomitant of

severe depression, is taken into account.

Pessimistic explanatory style has been linked not simply to de-

pressive symptoms but also to anxiety disorders, to eating disor-

ders, and to other emotional problems. Perhaps the most conserva-

tive thing to say about learned helplessness in general and pessimistic

explanatory style in particular is that they lead to a variety of neg-

ative emotional states, what psychologists and psychiatrists call

dysphoria: simply feeling badly (see Gallagher, 1988). Dysphoria may
take the form of depression, or of anxiety, or of guilt, or of anger,

or of hostility. The particular mix of these bad feelings probably

depends on a host of other factors.

In Chapter 6, we presented arguments that learned helplessness

is specific to depression, but there are still reasons to be skeptical.

For our purposes in this chapter, the less-than-perfect mapping of

helplessness and hopelessness into depression is perfectly alright,

because recent evidence suggests that, of the emotional disorders,

depression is not uniquely linked to poor health either. After review-

ing several hundred investigations, Friedman and Booth-Kewley

(1987) offer this conclusion: "There is strong evidence of a reliable

association between illness and chronic psychological distress. Hence,

treatment of medical patients by . . . psychologists seems prudent

and worthwhile" (p. 552). Chronic psychological distress includes

emotional states like anxiety, anger, hostility, and depression. Re-

search shows these to be associated with illnesses like heart disease,

asthma, ulcers, and arthritis, but the association is a general one,

not a set of specific links matching particular emotions with partic-

ular illnesses. We suggest that pessimism is the underlying factor

that cuts across these negative feelings and creates their association

with poor health.

Our focus so far in the present section has been on "internal"

routes—those inside the person. We looked in particular at biolog-

ical and emotional routes. We turn next to routes that exist outside

people and can be more readily seen. Remember our refrain here.

No single route is likely to bear the sole load of linking learned

helplessness with health.

Behavioral Routes

The way in which we behave reflects what we are thinking, and so

we can expect that one of the most important routes from explana-

tory style to health lies in our behavior. Individuals with an opti-
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mistic explanatory style think and act in different ways than do their

pessimistic counterparts. For instance, many studies show that those

with a pessimistic style are lousy problem solvers. Just like the help-

less animals described earlier in the book, they do not make good

use of the evidence presented to them that things are better than

they seem. And other studies show that those with an optimistic

style persevere when it is reasonable to do so, staying at a task until

it is done. In contrast, the pessimistic individual gives up and gives

out. These characteristics of the optimistic person help him to achieve

good health, whereas the characteristics of the pessimistic person

may lead to ill health and even his early death.

Those with a pessimistic view of the causes of events act help-

lessly, suggesting that one route from pessimism to poor health lies

through passivity in their health care. Several studies nicely support

this extrapolation.

Healthy Habits. For instance, Peterson (1988) assessed the explan-

atory style of 126 college students, along with their reported adher-

ence to habits identified by epidemiologists as associated with good
health and a long life (Belloc, 1973; Belloc & Breslow, 1972):

• Eating a balanced diet

• Avoiding salt

• Avoiding fat

• Exercising

• Eating breakfast

• Not smoking
• Not drinking to excess

• Sleeping eight hours a night

Pessimistic subjects were less likely than optimistic subjects to en-

gage in these health-promoting activities.

In learned helplessness terms, the pessimistic individuals are tak-

ing the easy way out. This conclusion is buttressed by confidence

ratings made by these subjects concerning whether they believed

they could change their bad health habits. Those with a pessimistic

explanatory style expressed less confidence that they would or could

change. This finding is particularly important in light of reports that

most people who break their bad health habits try several times

before they succeed. For instance, among those who quit smoking,

it takes an average of three relapses before the habit is finally bro-

ken (Prochaska, Velicer, DiClemente, & Fava, 1988).
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Another study making the same point was an investigation by

Peterson and Edwards (1992) of how people's explanatory style re-

lated to their perception of being at risk for health problems. Al-

though the majority of individuals in their study showed an opti-

mistic bias, perceiving their own risk for a variety of illnesses to be

less than average (cf. Weinstein, 1989), people with an optimistic

explanatory style were particularly likely to see themselves at low

risk. Why? Other ratings by the subjects implied that the link be-

tween explanatory style and risk perception was entirely mediated

by perceptions of the preventability of the health problems in ques-

tion. Said another way, individuals with an optimistic explanatory

style were optimistic about their health because they believed there

were things they could do in order to be healthy.

Responses to Illness. Another study of explanatory style and health-

related behaviors was carried out by Peterson, Colvin, and Lin (1989).

Seventy-two young adults in Ann Arbor completed the ASQ at one

point in time and then for several weeks kept track of symptoms of

illness they experienced as well as what—if anything—they did in

order to feel better. Optimistic individuals were less likely to fall ill

than pessimistic individuals, but when they did become ill, they

were more likely to take active steps to feel better—resting more,

increasing their intake of fluids, and the like.

Let us detail another finding from this investigation. Suppose you
were sick during one week and you took active steps to feel better.

Did this mean you were less likely to be sick the next week? The
answer is no. Doing active things had no demonstrable effect on
the course of one's illness. We admit that this finding was at first a

bit surprising to us, and a little disappointing. It seems to be incon-

sistent with the story we have been telling. But then we realized

that we were expecting effects of "healthy" habits to take place on
a time scale that was implausible.

If it were so simple that resting one week made illness less likely

the next week, this would be an obvious relationship that anyone

could figure out, whether his or her explanatory style was optimis-

tic or pessimistic. People wouldn't spend so much time mounting
health-promotion campaigns if the connection between behavior and

good health were direct and immediate, as opposed to subtle and
distant. The very nature of these relationships is that they are non-

obvious and take years or even decades to unfold. After all, public

service announcements do not caution citizens against gargling with
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lye or sticking their hands in fans. These will have an immediate

effect on one's well-being, to say the least!

We know that links exist between behavior and health; epidemi-

ological evidence is unambiguous in documenting the relationships

between certain habits and one's long-term health status. For in-

stance, people who smoke live on the average twelve years less

than those who do not smoke. So why do people smoke? Because

the twelve years come off the far end of life. If everyone who lit up
a cigarette suddenly lost the next twelve years, we wouldn't need

warnings from the surgeon general on cigarette packages.

The point is that a person's inclination to act on documented links

between her behavior and subsequent health must be based on her

belief. She must expect with confidence that what she does or does

not do today will have effects, for better or for worse, in the distant

future. This is exactly what optimistic explanatory style entails, of

course, and so our results do make sense. Optimistic people take

preventive steps when they are ill, even though the payoffs are not

immediate. The benefits of health promotion are not even guaran-

teed. They are simply generalizations. But the optimistic person goes

with what is likely. What other realistic choice is there?

In our next study that looked at the association between explan-

atory style and health-related behavior, Lin and Peterson (1990) ad-

ministered the ASQ to ninety-six University of Michigan students,

along with a questionnaire describing various active responses to

illness (see Table 8-2). Respondents were asked what they usually

did when they fell ill in order to feel better. Optimistic individuals

were more likely to take active steps—individually and collec-

tively—than were pessimistic individuals.

The same subjects in this study were also asked to describe their

most recent bout of illness, as well as their reaction to this episode,

using the Ways of Coping questionnaire devised by Lazarus and

Folkman (1984). Part of this questionnaire asks a respondent to de-

scribe what is "at stake" during a stressful event. There was an

association between pessimism and an individual's fear that he or

she would be rejected or ridiculed for falling ill. We will return to

this finding in the next section when we talk about the interper-

sonal aspects of explanatory style. For now our point is that the

pessimistic individual who falls ill seems to face two problems—her

illness and her fear of rejection by others because she is ill.

Also part of the Ways of Coping measure are particular coping

attempts that a person may or may not make in a particular situa-

tion. We identified a number of responses that seemed to show
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Table 8-2. Active Responses to

Illness.

I increase my rest and sleep.

I am more likely to go to bed on time.

I cut back on strenuous exercise.

I decrease my work load.

I visit a doctor or a clinic.

I take over-the-counter medication.

I take prescription medication.

I increase vitamins.

I eat more nutritious food than usual.

I eat less junk food than usual.

I am more likely to eat meals on schedule.

I increase my fluids (juice, soup, and so on).

I get more fresh air than usual.

I get more sunlight than usual.

I use a humidifier.

I use extra covers on my bed.

I increase the temperature in my room.

I put aside any worries I might have.

Source: Lin, E. H., & Peterson, C. (1990). Pessi-

mistic explanatory style and response to illness.

Behaviour Research and Therapy 28:243-249. © 1990

by Pergamon Press Ltd. Adapted by permission

of the publisher.

Learned Helplessness

either a "helpless" reaction to illness or its opposite "active" reac-

tion, like the following:

• I blamed myself (helpless).

• I went along with fate (helpless).

• I felt bad because I couldn't avoid the situation (helpless).

• I realized I brought the problem on myself (helpless).

• I made a plan of action and followed it (active).

• I came up with a couple of different solutions (active).

A composite measure of these responses showed a moderately strong

relationship to a person's explanatory style. Optimistic individuals

were active in their attempts to cope with illness; pessimistic indi-

viduals were helpless.

Health Promotion. So we have found in several studies that opti-

mistic explanatory style is reflected in healthy behavior that aims at

either preventing illness in the first place or minimizing its effects

once it occurs. That the actions we take can provide a route be-
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tween learned helplessness and our physical well-being is thus quite

likely, suggesting a ready target for the health professional who
wishes to intervene and help people lead longer and more satisfy-

ing lives.

Peterson and Stunkard (1989) recently reviewed the vast literature

on health promotion. Despite its promise, we came up with some
disappointing conclusions. Health promotion is currently a field

without a unifying theory of how to change people's behavior for

the better. What it is in effect is a heap of techniques, some of which

work some of the time, some of which work other times, and some
of which never work—all with no good explanation why. The typ-

ical health-promotion message is a mixture of simplistic moral ex-

hortation and complex technical information. ("Is this 'good' cho-

lesterol or 'bad' cholesterol?") Perhaps not surprisingly, some
individuals—like minorities and those from the lower class—are no-

toriously unreached and unmoved by health-promotion messages.

One of the problems with health-promotion programs as they

currently exist is that they treat all people the same, neglecting the

important social and personality differences that exist among us. In

particular, we think that health-promotion programs should pay at-

tention to someone's explanatory style. Those with optimistic ver-

sus pessimistic explanatory styles need different messages. The op-

timistic individual may merely need to be told the right information.

The pessimistic individual may need to have her sense of efficacy

boosted before such information becomes relevant to her.

Interpersonal Routes

We now consider one final route between explanatory style and

health. We have mentioned several times already that other people

have something to do with our physical well-being. People with a

rich network of supportive individuals to whom they can turn in

trouble live longer and healthier lives. They are more robust in the

face of stress and hassles in everyday life (Cobb, 1976). The exis-

tence of friendships is a good predictor of health and longevity

(House, Landis, & Umberson, 1988). Even people with a pet seem
to outlive people who do not have a furry friend to keep them com-

pany (Friedmann, Katcher, Lynch, & Thomas, 1980). There is some-

thing healthy about a good companion, whether with two legs or

four.

On the other hand, deficient or ruptured human relationships di-

minish health and happiness. For example, in the six months fol-
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lowing the death of a spouse, the surviving individual is at in-

creased risk for death. People who are lonely do not live as long

—

never mind the fact that they may not be coming into contact with

as many germs as people with lots of friends!

It is not our purpose to explain all these effects of other people

on someone's physical health. The influences of social support and

social interaction on health are fully as complex as those of explan-

atory style, and they probably share many of the same pathways

we have already detailed—biological, emotional, and behavioral.

Rather, let us just take these effects as a given and spend the re-

mainder of this chapter examining the relationship between explan-

atory style and how we get along with others. The yield of this

examination is the specification of yet another route between the

absence of helplessness and health—one that runs through good

interpersonal relationships.

Craig Anderson and his colleagues have shown in several studies

that pessimistic individuals are lonely and socially estranged (e.g.,

Anderson & Arnoult, 1985a). They administered a version of the

ASQ to research subjects, along with a standard questionnaire mea-

suring loneliness that asks how frequently they experience feelings

like the following:

• There is no one I can turn to.

• I feel left out.

• No one really knows me well.

• My social relationships are superficial.

The link between pessimism and loneliness is as robust as that be-

tween pessimism and depression, prompting Anderson to suggest

that these are not altogether separate phenomena. We concur. Op-
timistic individuals, of course, have more numerous and more sat-

isfying social relationships.

Why are pessimistic people so lonely? A study by Gotlib and Beatty

(1985) gives a clue. They asked research subjects to read about hy-

pothetical individuals who talked about their lives and what was
happening in them. Everything was the same about the vignettes

with the exception of the causal explanations that were tucked into

the narratives. Some of the scenarios depicted people who were

optimistic in their explanations, that is, using external, unstable,

and specific causes. Other scenarios depicted people who explained

events in a pessimistic fashion with internal, stable, and global causes.

Then Gotlib and Beatty asked their subjects how they would re-
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spond to these people. They would reject the pessimistic individual

yet feel attracted to the optimistic one! Think about how you re-

spond to someone who is pessimistic. You may want to cheer him
up or give him hope, but his assertions that nothing can be done

are daunting, to say the least.

One thing we certainly know about depression and pessimism is

that these are contagious states. Depression runs through families.

So too does doom and gloom. We have shown, for instance, that

pessimistic parents also have pessimistic children (Seligman et al.,

1984). Perhaps the subjects in Gotlib and Beatty's study recognize

this fact about pessimism, and they take pains to protect themselves

from the corrosive presence of a pessimistic acquaintance.

We do not believe that anyone has looked at this matter, but we
speculate that people with a pessimistic explanatory style—in addi-

tion to whatever other problems they may have—are notably defi-

cient at fending off others who will rain on their already soggy pa-

rades. We suspect that they do not actively pursue friends but rather

take in whoever walks through the front door. They do not call the

shots in their relationships. To the degree that the pessimistic indi-

vidual ends up with other pessimistic people as friends—and we
are pretty sure that this is what happens—we then have yet another

one of those vicious circles by now so familiar when we look at

pessimism. The relevance to physical well-being is of course ob-

vious. The pessimistic individual does not receive the benefits of

"other people." The optimistic individual of course does.

Remember the study we described in Chapter 5, in which college

students were asked to think of a particular friend and then to re-

port the frequency with which the friend performed prototypically

helpless behaviors (Peterson, 1986). In a followup study, subjects

were asked to describe how they responded to their friend when he

or she acted in these ways. If the friends infrequently acted in a

helpless fashion, then they were given help and sympathy. But if

the friends frequently acted helplessly, they were treated with an-

ger or ignored or avoided. Who could blame them? Being around

listless people has a cost.

These results cohere, showing that pessimistic people are lonely

and socially estranged from others because they turn people off,

because they act in excessively helpless ways. In the short run, a

friend can and does meet the needs and demands of someone who
needs assistance. This is rewarding and the very business of friend-

ship. But in the long run, most people do not continue to meet such

demands. It must seem to them as if the pessimistic individual is
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never satisfied—and that is the point. Her friend can himself be-

come pessimistic as he begins to feel "helpless" because of the lack

of any connection between what he does and how his friend acts.

Or he can pick up and leave. He will take the latter course more

often than not, we suppose, leaving the pessimistic person without

the buffer against ill health that good relationships can provide.

This cannot be entirely a mystery to the pessimistic individual.

Let's return to the finding we earlier described that a pessimistic

person who falls ill fears that she will be rejected by others because

of her illness. On the face of it, this seems like a groundless fear.

By and large, people do not blame each other for falling ill. But

perhaps the pessimistic person is like the boy who cried wolf, com-

plaining so frequently that others become indifferent to further re-

quests for aid and support, now legitimate granted the person is ill!

Again, we see an example of the pessimistic individual making things

worse than they need to be.

HEALTH AND ILLNESS IN ANIMALS VERSUS PEOPLE

Our original intent in this chapter was to integrate the animal re-

search on learned helplessness and health with the human re-

search. At a distance, the findings are certainly parallel. The cogni-

tive, motivational, and emotional consequences of uncontrollability

are quite similar for animals and people (Chapters 2 and 4). That

these consequences can influence health and illness is clear. None-

theless, as we looked more closely at the relevant lines of research,

trying to bridge them at more than a surface level, we were struck

by the disanalogies. With some thought, the discrepancies made
sense. Let us share with you our thinking along these lines.

In the typical animal experiment, a research subject is exposed to

some stressor or other event and then infected with a pathogen,

injected with tumor cells, and so on. The researcher then deter-

mines the impact of the stressor on the development of disease. In

such studies, exposure to a single session of a stressor such as ines-

capable shock often promotes illness. Furthermore, the stressor's

controllability is important. For example, Sklar and Anisman (1979)

gave mice a single session of either escapable, yoked inescapable,

or no shock—that is, the triadic design (Chapter 2)—immediately

before they injected the mice with tumor cells. In the rats exposed

to inescapable shock, the tumor cells grew rapidly, eventually lead-

ing to death. Escapable shock had no effect on tumor growth and

mortality.
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This is just the sort of result that makes the animal and human
literatures appear consistent with each other. Why then are we so

cautious about drawing parallels? We have two reasons. First, the

result just described depends on a host of factors. The stressor has

to occur very close in time to the injection of tumor cells (Ben-

Eliyahu, Yirma, Liebeskind, Taylor, & Gale, 1991), the general back-

ground stress under which the animal is maintained has to be low

(Sklar & Anisman, 1980), and so on. Although stress and helpless-

ness seem to have a general impact on health in people, their im-

pact in animals is moderated by numerous special features of the

situation.

The second reason we find the animal and human literatures to

be different from each other is that repeated or chronic stress among
animals most often has either no effect on the development of dis-

ease from an administered agent or an actual protective effect. Sklar

and Anisman (1979), for example, found that exposing mice to a

session of inescapable shock once a day for five to ten days after

inoculation with tumor cells did not promote tumor growth as a

single exposure had. Moreover, other studies have found that chronic

exposure to a stressor may retard tumor growth and decrease mor-

tality (see Sklar & Anisman, 1981, for a review). This same result

has been reported with respect to other diseases induced in animal

experiments. In contrast, the studies with people that we described

earlier in this chapter were concerned with chronic stress, not single

exposures to discrete stressors; unlike animals, people exposed to

chronic stress become less healthy.

We have elsewhere suggested that animals and people show re-

markable similarities in their reactions to stressors that vary in con-

trollability, so why the difference here? One critical factor may be

that the studies with animals versus people typically proceed quite

differently. In the animal experiments, a specific agent is adminis-

tered that produces a particular disease, and the progress of that

disease is tracked. In the human studies, health as a whole is mea-

sured by researchers, not a given disease that originates at a single

point in time. In the human studies, therefore, the exact timing be-

tween stress and pathogen exposure is less critical, because there

are so many encounters with so many potential pathogens. There

are countless occasions on which the development of disease might

be influenced. If the studies with people exposed them to a specific

pathogen and a single stressor, the results might well be as situa-

tionally specific as those from the animal literature.

Another difference between the animal and human studies of the
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effects of chronic stress is that the animals are repeatedly exposed

to the same stressful event, such as inescapable shock. The possi-

bility of adaptation to this stressor is obviously maximized. This is

not the case for the people who participate in studies of chronic

stress.

More generally, the mediating links between helplessness and

health are probably different in animals versus people. We have

already noted that health and illness among people today are deter-

mined in part by life-style. People have available to them behavioral

choices that can promote health and prevent disease. Personal dis-

positions such as explanatory style influence these choices and

thereby their health. Thus, stress influences health among people

in indirect ways that have no counterpart among animals.

Certainly, stress produces hormonal, immunological, and neuro-

chemical changes among people, as among animals, and these

changes can affect one's ability to fight off disease. But the power
of stress to alter as well someone's health behavior may be an even

more important influence, particularly over the long haul.

In animals, stress can influence health only in direct fashion. Rats

and mice do not have intentionally chosen life-styles. They do not

have knowledge to deploy about healthy versus unhealthy habits.

So what we learn from animal experiments about the links between

helplessness and physical health is quite different from what we
learn from human studies. Learned helplessness ideas have been

useful in drawing the attention of researchers to these links in both

animals and people, but our conclusion for the time being is that

these links are probably not the same.

WHAT WE KNOW
The studies we have described in this chapter are consistent with

our hypothesis that learned helplessness is associated with poor

health; its absence is associated with good health. Investigations have

looked at the three components of learned helplessness—passivity,

uncontrollability, and cognition—and found that individually each

is linked to physical well-being. These investigations ascertained

health status in widely different ways: by physical examinations; by

reports of symptoms; by visits to physicians; by survival times fol-

lowing a cancer diagnosis; by recovery following a heart attack; and
by T4/T8 ratios reflecting immunocompetence. We conclude, there-

fore, that learned helplessness is pertinent to health. Our research
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into this matter includes both animal and human work, convincing

us that learned helplessness is a notion of broad applicability.

Just why learned helplessness is involved in health does not ad-

mit to such a simple conclusion. Our suspicion is that no single

mechanism is entailed. Rather, one can argue for the pertinence of

biological, emotional, behavioral, and interpersonal routes, with none

bearing the sole explanatory burden. Complicating matters further

is the possibility that the mix changes from animals to people, from

person to person, from illness to illness, and/or across time.

WHAT WE DONT KNOW

We started the chapter with a caution that this work is still ongoing

and much more preliminary than other work on learned helpless-

ness. The role of explanatory style has been investigated much more

thoroughly than that of other helplessness constructs, and even here,

the relevant data are merely correlational. Not all possible third

variables have been controlled. We do not yet know whether ex-

planatory style interacts with stress to predispose illness. More gen-

erally, studies to date have not looked simultaneously at the three

components of learned helplessness and how they relate to illness.

Our prediction would of course be that some interaction among these

components should occur, but to date this is untested.

Another shortcoming so far is that most of this work has not been

subjected to much critical scrutiny. This is ironic, because we have

highlighted conceptual skirmishes throughout the book. In other

domains, we could do with less controversy. But in the domain of

physical health, we would welcome more. Perhaps our claim that

helplessness and pessimism predispose illness is so much an aspect

of the current Zeitgeist that everyone accepts it as necessarily true.

Perhaps we have done the same. Has learned helplessness come
full circle, from a maverick perspective to part of the scientific status

quo?

Assuming that learned helplessness becomes a viable account of

illness, there is no shortage of unanswered questions. First, does

helplessness affect the onset of a person's illness, or the course once

it begins, or both? We suspect the answer is both. At the same time,

recognize that learned helplessness does not operate in isolation,

apart from all the other possible influences on our bodies and our

feelings. Someone in the pink of physical health will not court ill-

ness by a moment of passivity or an occasional negative thought.
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And someone at death's door will not be rescued by feelings of

efficacy.

Second, is learned helplessness related to particular types of ill-

ness—like cancer or heart disease—or to illness in general? Again,

granted the multiplicity of consequences, we suspect that helpless-

ness is a nonspecific risk factor and its absence a generic buffer.

We saw in the studies of college students that colds and the flu

seem to be influenced by explanatory style, but this does not mean

that other illnesses are not. Similarly, the study by Sandra Levy on

survival time of patients with breast cancer shows that the course

of cancer is influenced by explanatory style, but again this does not

mean that other illnesses are not. In the Harvard Study of Adult

Development, illness was explicitly studied in nonspecific terms. If

you take a close look at the men in the Harvard Study and the

illnesses from which they suffered, you see a variety of maladies.

So we suspect a nonspecific link, but we are not entirely sure. There

could be one primary problem associated with pessimism, from which

the other illnesses stem.

Third, which criteria of poor health are most sensitive to learned

helplessness? Probably those that rely on the individual's self-report

of symptoms, although there are some subtleties involved in our

logic. On the one hand, the individual is in a privileged position to

know how he feels. Self-reports in principle can be more sensitive

than "objective" medical tests. On the other hand, the individual is

also subject to the tendency to distort how he feels, either for better

or for worse. Explanatory style might in turn affect these tenden-

cies. Costa and McCrae (1987), for instance, argue that "neurotic"

individuals—among whom would be included our dysphoric pes-

simists—exaggerate their symptoms. Presumably, those with an op-

timistic explanatory style do not.

In the short run, then, we have reason to distrust self-reported

symptoms. But in the long run, we expect them to be valid, because

they can become self-fulfilling by setting into operation the pro-

cesses we have described here. Even if the pessimistic individual

isn't quite correct when he first describes his symptoms, he even-

tually will be!

Several intriguing studies by epidemiologists make a similar point

(Kaplan & Camacho, 1983; Mossey & Shapiro, 1982). When people

are asked to rate their overall health—excellent, good, fair, or poor

—

at one point in time, this rating ends up predicting how long they

live. Here's the punch line: "perceived" health translates itself into

longevity even when every other factor that epidemiologists can think
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of is held constant statistically: sex, age, so-called objective health

status as indexed by chronic diseases and disabilities, health prac-

tices, income, education, and so on. When those who considered

their health "excellent" were compared with those who considered

their health "poor"—and all these other factors were held constant

by the researchers—their risk of death within the subsequent de-

cade was about one-third!

Fourth, what about sex differences in the relationship of learned

helplessness and illness? Here we tentatively conclude that learned

helplessness does not explain the sex differences in morbidity and

mortality. Although women are more likely than men to be de-

pressed, and thus more likely to experience the sorts of illness that

are made more likely by depression, we do not have any good evi-

dence that the sex difference in depression originates in any ten-

dency for women to be pessimistic and men to be optimistic with

regard to explanatory style (see Chapter 6). Our measures almost

always yield the same average scores for men and women in our

samples.

Fifth, what is the effect on health of someone changing from more

to less helpless? We know that explanatory style can be changed

through cognitive therapy and that these changes appear stable

(Chapter 6). Does the person who has made such changes reap the

same health benefits as the person who was efficacious all along?

We would think so, granted appropriate time periods. Clearly, psy-

chological influences on health and illness do not take place instan-

taneously.

We raise these unanswered questions for several reasons. One
reason is simply to be honest about the state of our knowledge.

These are not trivial matters, and we should not overstate what we
know about helplessness and health. We think that the association

between thinking "good" and feeling "well" is pretty well estab-

lished, but no matter how secure this relationship, we need to know
a great deal more in order to make sense of it.

NOTES

1. As it turns out, not all T4 cells are helpers, and not all T8 cells are sup-

pressors, which means that the T4/T8 ratio is somewhat equivocal as a measure
of immunocompetence. Our earlier point that all measures of health and illness

must be regarded with skepticism is again illustrated.
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We have come to the end of our learned helplessness story, but of

course research continues on the many fronts we have described.

In this final chapter, we step back and take a look at what we have

accomplished in our study of learned helplessness thus far and where

we might be headed in the future.

A BRIEF HISTORY OF CHOICES

Learned helplessness was discovered in the animal learning labo-

ratory of Richard Solomon at the University of Pennsylvania in 1964.

With their colleagues there, Steven Maier and Martin Seligman were

young researchers challenging the scientific status quo. Some thirty

years later, their work has become an integral part of psychology.

How did this come to pass?

Someone naive to the history of science might assume that the

learned helplessness model became popular simply because it was
correct. But scientific progress does not work that way. Correct ideas

do not inevitably triumph over incorrect ones. All sorts of social

factors shape the acceptance or rejection of ideas, and in this case,

learned helplessness prospered while other perspectives fell by the

wayside. We suggest that it was because some fortunate choices

were made, which kept learned helplessness party to what was
happening through the 1970s and 1980s, surely a tumultuous time

for the whole of psychology.

One good decision was to explain learned helplessness in cogni-

tive terms. As we noted in Chapter 2, learned helplessness theoriz-

300
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ing from the very first joined in the battle against S-R conceptions

of behavior, siding with the view that thoughts and beliefs—as op-

posed to peripheral motor movements—were the more sensible way
to describe what was going on. Traditional behaviorism put up a

fight, but the battle is now over. The "cognitive revolution" has

been waged successfully (Gardner, 1985).

Interestingly, with the triumph of cognitive views has come dis-

content with precisely this perspective, which renders human ac-

tion too rational, too calm, and too orderly. Learned helplessness

may well be able to survive this counterrevolution, which is redi-

recting psychology's attention to emotion and motivation. After all,

learned helplessness is concerned precisely with the motivational

and emotional consequences of particular cognitions.

A second good choice was to include human beings as subjects

in the research program, in addition to the dogs and rats used when
helplessness was first studied. Being able to go back and forth be-

tween the animal and the human laboratories is what psychology

has wanted to do since animal research became popular at the be-

ginning of the twentieth century, but for the most part, this proved

an empty hope. The traditional theories used to explain animal be-

havior become spectacularly awkward when applied to people. No
one—including research subjects—could take the generalization too

seriously. Learned helplessness was different because the theoreti-

cal emphasis on representations and expectations of control is as

plausible for people as for animals.

A third choice we made that has added to the staying power of

learned helplessness was the decision to apply the model to signif-

icant human problems: depression (Chapter 6), poor achievement

(Chapter 7), and illness (Chapter 8). Often the fit has been quite

good. But even in those cases in which it has been but approximate,

we again have delivered on a promise that psychology has long

made, to say something important about the human condition. The
fact that our work has pointed to possible solutions for maladaptive

behavior is of course all the better.

The cognitive perspective we brought to bear on these problems

was exactly what the rest of psychology was doing as well. Witness

Beck's cognitive theory of depression, the various attributional

interpretations of social problems, and the development of the field

of psychoneuroimmunology, all of which were coincidental with our

work. What distinguishes learned helplessness from these other

cognitive approaches to disparate problems is that it is general, us-

ing the same constructs to explain a variety of failures of adapta-
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tion. We are able to move readily from one problem to another,

using the same explanatory model. The model itself is simple, and

our theoretical predictions are always a priori, not after-the-fact

summaries of clinical observations.

In earlier chapters, we railed against traditional learning theories,

but their spirit still pervades our work on learned helplessness. We
have always searched for broadly applicable explanations. We think

we have been successful. The earlier behavioristic attempts failed,

not because they were general, but because they cast their lot with

peripheral rather than central explanations.

A fourth decision we made was to devise simple research proce-

dures—either for laboratory experiments or correlational investiga-

tions—and to stay with them until we had mastered them. Some
psychology researchers are overly promiscuous in their choice of

methods, flitting from one procedure to another. This underesti-

mates the difficulty of conducting even the simplest of studies.

A fifth choice we should emphasize is that at least as far as our

own research goes, we have always chosen to look at the glass as

half full. We deal in "positive" science, proposing our ideas and

seeing how well we can support them. We are, of course, attentive

to other theories and anomalous data, but we do not regard com-

plexities as roadblocks. We focus on what we have learned, what is

clear, and what is simple, and we keep on working. Too many psy-

chologists become paralyzed at the complexity of behavioral phe-

nomena, to the point where no theory seems to do them justice, no
study can be anything but trivial, no conclusion can be anything

but wrong. This is the proper stuff for Existentialism 101, we sup-

pose, but it can hardly move us toward a complex, realistic theory

of any human behavior.

A sixth choice we made was to use vivid language in explaining

the phenomenon of learned helplessness. "Learned helplessness"

captures everyone's interest, including our own, more than the de-

scriptive yet dry "failure to escape traumatic shock," which was the

title of one of the very first articles describing the phenomenon in

animals (Seligman & Maier, 1967). "Explanatory style" is a vivid

term for an individual difference in how one offers causal attribu-

tions, which distinguishes the notion from any of a number of oth-

ers with "attributional" labels. Calling explanatory style "optimis-

tic" or "pessimistic" is similarly a vivid choice of terms (Peterson,

1991).

Recently Peterson and Seligman have been writing much more
about optimism than about helplessness (e.g., Peterson & Bossio,
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Figure 9-1. The history of learned helplessness.

1991; Seligman, 1990). To some degree, this is nothing new, be-

cause we conceptualize these notions as opposites. Everything we
have learned about helplessness is something we have learned about

optimism, and vice versa. Yet it also puts our work in a fresh con-

text. For twenty-five years we spoke about how notions of control

played a role in what went wrong with people. Now we are using

the same results to discuss what can go right. That our focus on
helplessness occurred during the global malaise of the 1970s and

1980s, whereas our switch to optimism occurred with the more up-

beat 1990s, was hardly self-conscious. But it was a good choice.

Figure 9-1 shows the history of learned helplessness. Two things

should be emphasized about this depiction. The work has become
increasingly diverse as the years have passed, so that it is probably
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more correct to talk about the fields of learned helplessness nowa-

days than about a single endeavor. But at the same time, our notion

of the basic phenomenon—defined by cognitions, uncontrollability,

and deficits—has stayed the same. We have been willing to modify

and extend these ideas greatly, but we never wavered in our con-

ception of learned helplessness as cognitive.

What about the future of learned helplessness research? Where is

it going?

Chris Peterson has taken on the role of a health psychologist,

inquiring into the psychological context of health and illness. The

research described in Chapter 8 is one example of this new direc-

tion, but it also includes asking how people cope with chronic or

acute difficulties, in themselves or in their loved ones. The focus

here is on causal explanations, perceptions of control, and the like.

Steven Maier has become ever more interested in the psycholog-

ical influences on immunology. As described in Chapters 3 and 8,

the controllability of stressors has broad effects on the very physi-

ology of animals and people. Just why this is so entails a very close

look at the biochemistry involved, and Maier is moving in that di-

rection. However, it should be stressed that he is not an immunol-

ogjst. He is still interested in behavior and particularly control, which

places his work in a psychological tradition.

Martin Seligman has become interested in social applications of

this work, attempting to devise programs that can immunize
schoolchildren against the long-term effects of uncontrollability. In

particular, he wishes to stem the rising incidence of depression, which

is on a precipitous climb among the young (Chapter 6). But these

programs may pay additional benefits in boosting achievement at

school and work (Chapter 7), and perhaps even adding to chil-

dren's physical well-being (Chapter 8). To these ends, he has adapted

cognitive therapy techniques to boost one's sense of control and
efficacy to classroom exercises and is deploying them in schools in

the Philadelphia area.

In Chapter 1, we noted that learned helplessness has proceeded

in three general directions: inward, downward, and outward. As
we see it, these continue to be the directions of the future growth
in the field.

THE IMPORTANCE OF CONTROL

Learned helplessness rode the crest of the cognitive revolution, but

it made a unique contribution as well, ushering in a view of control
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as one of the most important psychological variables. Other theo-

rists had talked about control before, but work on learned helpless-

ness has documented the importance of this variable in the broadest

of terms—from biochemical to societal levels.

At the same time, in attempting to explain the consequences of

variations in control, we have uncovered an ever-increasing com-

plexity. Every time we try to specify a single mechanism or process

by which control or its absence asserts its influence, we discover

more and more things going on. The processes we hypothesize are

apparently at work, but they are just some of many players on a

crowded stage. We saw this in the basic research on learned help-

lessness in animals (Chapter 2), in the attempt to discover the bio-

logical underpinnings of the phenomenon (Chapter 3), in the basic

research on learned helplessness in people (Chapter 4), in the attri-

butional reformulation (Chapter 5), and in the various applications

of helplessness ideas.

On the one hand, this is frustrating, particularly for self-

proclaimed simplophiles. On the other hand, if we take a step back,

the multiplicity of control's influences underscores the importance

of this psychological process. Control is so crucial that its impact is

evident in all possible systems. And why not? What is life if not a

struggle against entropy? If ongoing events can be harnessed in useful

ways, then we can benefit from our activity. And control is the psy-

chological process by which this harnessing of events and circum-

stances is registered.

We suspect that notions of evolution can be cast in the language

of control as we have been using it—in terms of contingency and
noncontingency. Evolution is a struggle to fit one's niche, to know
what it affords and what it does not, and to stay vigorous enough
to reap these benefits, to survive as an individual and as a species.

People, of course, take this struggle one step further, actively ma-
nipulating their niche to make it desirable, which is to say, under

their control.

Is there a vision of human nature lurking here? We think so. Peo-

ple are highly sensitive to their world, particularly its causal texture.

Although our efforts to specify the fine detail of this sensitivity

—

how it is acquired and represented and used to channel subsequent

action—are ongoing, we nonetheless can say with confidence that

people strive to appreciate what they can and cannot control. What-
ever they learn is registered deeply and profoundly, influencing

everything from physiological processes to world politics.

Learned helplessness is of interest precisely in situations where
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control is possible. Conversely, a blithely efficacious individual in

an unresponsive world is just as dysfunctional as the ineffectual

person in a controllable situation. Nowhere do we claim that blind

perseverance is invariably beneficial. It depends on one's setting,

and the learned helplessness vision of human nature therefore leads

to an interactional view, one that is currently popular in psycholog-

ical theorizing.

So perceived control is counterproductive if the person's situation

is truly unresponsive. Then "helplessness" becomes a way of con-

serving energy and a way of coping with that situation. Indeed, as

we have noted in passing, there are hints that helpless animals are

quicker to catch on to noncontingency, and they pay more attention

to external cues (Chapter 2). Along these lines, depressed people

are more likely to appraise their lack of control in a realistic fashion

(Chapter 6). All of this means that helplessness may be less a deficit

than an alternative way of operating, a way of laying low and keep-

ing one's eyes open when the world becomes unresponsive. That

helplessness has a time course, in both people and animals, further

supports this interpretation. Perhaps if one lays low long enough,

the causal texture of the world will change, making it finally safe to

begin again and explore the landscape.

Maybe helpless animals or people are well served in the short run

by being listless, because they do not further engage their futile

worlds. This would only further grind in the lesson of noncontin-

gency. As W. C. Fields supposedly remarked, "If at first you don't

succeed, try again. Then quit. There's no sense being stupid about

things."

LEARNED HELPLESSNESS AS A MODEL OF SCIENTIFIC
DISPUTE AND PROGRESS

Above and beyond our substantive ideas and findings, we regard

learned helplessness as an instructive case study of how science

progresses. We have referred to the controversies surrounding the

theory throughout the book, sometimes with a hint of annoyance,

but in point of fact, controversies like these are usually an indica-

tion that one is on to something intriguing. If and when the contro-

versy ends, we will assume that we have become boring or redun-

dant or both.

As we have mentioned before, learned helplessness evolved from
our stance as simplophiles, and it strikes us as ironic that our sim-

ple assumptions have led us to a complex view of behavior. Per-
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haps the lesson here is that progress in science does not occur when
one starts with the position that matters are hopelessly complex

—

just the contrary.

Besides keeping us on the learned helplessness track, our simple

view of matters paid an additional benefit. The complex view at

which we have arrived is not an abstract slogan. When we say that

control impacts a number of the body's physiological systems, we
can enumerate them (Chapter 3). When we say that there are sev-

eral ways in which uncontrollability produces a cognitive deficit, we
can specify them (Chapter 4). When we say that learned helpless-

ness may be involved in a variety of social problems entailing list-

lessness, we can list what they might be (Chapter 7).

Learned helplessness theory and research are therefore a testi-

mony to the importance of details, of particulars. Some of our critics

have charged that we are oblivious to data that do not fit our pre-

conceptions, but this charge seems to be very much at odds with

the facts. Learned helplessness has all along been informed by data.

There have been several important changes in the way the theory

has been conceived, as applied to animals and to people, and in

each case, these changes were data driven.

LEARNED HELPLESSNESS AND THE AGE OF
PERSONAL CONTROL

As we proposed in Chapter 1, learned helplessness is an important

theory for the present because those of us in the Western world

seem to be living in an era in which personal control is an overarch-

ing issue. We are also wary of the future, because this incredible

emphasis on personal control has its costs. We argued that the ep-

idemic of depression among young adults represents a disorder of

personal control (Chapter 6). But there may well be less obvious

manifestations of this emphasis on personal control, such things as

the rise of materialism and cynicism about politics and social insti-

tutions. Generally speaking, the incredible selfishness of the Amer-
ican people can be phrased in terms of personal control.

If people's immediate worlds are responsive to them, then they

believe they are living the good life. We have become ensconced in

technological cocoons, with remote controls for our television sets,

our compact disc players, our videotape players. We have cordless

telephones, fax machines, and personal computers connected through

modems to sources of information around the world. We are not

questioning these technological advances. We are suggesting that
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such devices are seductive, that they promise more than they ac-

tually deliver. Rather than allowing us to get to the substance of life

in a more efficient way, they have become the substance itself,

crowding other matters—murkier and less responsive to be sure

—

out of the scene.

Our technological world provides a quick fix, the psychological

equivalent of junk food. Our research shows why immediately re-

sponsive outcomes are so desirable. They are invigorating. They tap

something very deep within us, what Robert White (1959) some de-

cades ago called effectance motivation. People are motivated to inter-

act in a competent way with their environment. And how else can

people judge their competence except by ascertaining the control

they have? These technological gadgets are more responsive than

anything we have ever seen on this planet. The problem is that the

outcomes over which they give us such exquisite control may be

trivial.

Many of us have become addicted to technological gadgets be-

cause other sources of potential satisfaction are not nearly so re-

sponsive. Part of our socialization is to fill each of us with bound-

less expectations—anyone can be president, or a tennis champion,

or a movie star, or a CEO. None of these is an easy role to attain.

Indeed, the vast majority of people never come close to these sorts

of achievements. No wonder the age of personal control takes such

a toll.

We cannot banish the importance of control any more than we
can turn back the clock on technology. Control is such an important

psychological process that it affects our very brain chemistry (Chap-

ter 3). Its importance will always remain. What we decry is the

crowding out of other concerns. Our task as a society is to find

better ways of dealing with control, so that we end up with fewer

casualties. We should help people satisfy their desire for control in

less egocentric ways as well as encourage them to value additional

goals.

This would take various forms, we imagine. To begin with, we
should endeavor to make the social world as responsive as the world

of technology. By this we do not mean simply scheming to get oth-

ers to be more responsive to our needs. Rather, we must remember
that each of us is part of the social world of everyone else, and we
should become more responsive to them: clearly, directly, and im-

mediately.

Along these lines, we should make our social institutions more
responsive. We need to get rid of court cases that drag on for years,
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laws and social conventions that are flouted, reforms that leave

everything exactly as they were, politicians who are indistinguish-

able from one another except by their one-liners, court decisions

that are at odds with what citizens believe, products that do not

work, checks that are not in the mail.

More profoundly, we should inculcate an orientation to the com-

mon good in our society. We need to make the interdependence of

people something that we value. Only when we start to take other

people's welfare seriously will they start to do so for us. This seems

to be a prerequisite for creating a world that is responsive, one that

will encourage efficacy on the part of all. When we stop competing

against one another in destructive ways, we all can be satisfied about

our accomplishments.

Perhaps at one time such a vision more clearly characterized the

United States. Perhaps not. In any case, it does not now. Special

interests abound in our society, and their agendas become more
narrow every year. Unity has been replaced by diversity. Let us

raise the politically unpopular point that increased attention to the

differences among our people will not make this society a better one

in which to live.

We do not wish to gloss over the past, the fact that racism and

sexism have excluded many individuals from the mainstream of our

society. But a further split between people today is not a solution

to past injustices; bringing them together in a true coalition is. This

sounds like a moral argument, but we have arrived at it from our

research. Our only assumption is that depression, demoralization,

underachievement, and illness are bad. We think the lack of an ori-

entation to the commons—the incredible selfishness that so abounds

in our country—is in no small way responsible for these ills.

OPTIMISM INSTITUTES

So much for our sweeping recommendations. How are these to be

brought about? Over the years, the United States government has

generously funded basic research, including much of our own. We
have learned something from this research, and we think it is time

to apply what we have learned. We know how to remake society in

a way that will benefit the individual and the group. We have seen

enough small solutions. We think it is time for some very large so-

lutions.

We call for a reinvigoration of the stagnant community mental

health movement. We need more than bumper stickers and pam-
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phlets. Psychology has taught us that information per se does not

suffice to change well-established habits. People need the contin-

gencies of the world to change. They need to be taught cognitive

and behavioral skills for changing themselves, for thwarting demor-

alization and listlessness.

Our schools today are called on to do all sorts of things. Why not

call on them to educate people in the most basic way possible, to

prepare themselves to live in the world as happy, healthy, and pro-

ductive individuals? Teach them how to persevere, how to maintain

hope, how to be realistic on the one hand and visionary on the

other. Encourage them to care about others and society as a whole.

Reward them for competence and achievement. Acknowledge fail-

ure and shortcomings as well. Worry less about the self-esteem of

students and more about the skills from which self-esteem will fol-

low as a natural consequence.

At our most Utopian, we envision the creation of Optimism Insti-

tutes, centers in which basic research on personal control is con-

ducted and then applied, to schools, to work settings, to society

itself. Staff these centers with individuals who themselves are opti-

mistic about the possibilities of enlightened change using the les-

sons of psychological research. Involve citizens in the planning and
evaluation of this kind of research and its applications. Make public

opinion count. Let society judge whether these ideas are preferable

to those that pervade our current age of personal control.
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