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Preface

Anyone who has ever been close to a seriously depressed child has undoubtedly been
affected by the youngster’s vulnerability, misery, and pain. Indeed, it is much like caring
for a child who is in physical pain. For the child in the depths of depression, no activity is
fun, nothing can be enjoyed, and no one can provide enough consolation or comfort. At
times, the youngster may cry or whimper. There may be fits of defiance or rage and
sometimes withdrawal into a numb, sullen silence. A child in this state tries the patience of
parents and siblings. Remedies of every sort are tried, including gifts, punishments, bribes,
lectures, pleading, and a host of others. Such efforts occasionally provide temporary relief,
but more often they seem to make matters worse. Commonly, there is an emotional wall of
anger and frustration between a depressed child and other family members that may
inevitably lead to further isolation and withdrawal. If too much time passes without their
being helped, many depressed children and adolescents come to believe that suicide offers
the only real relief for their pain.

Currently, there is a Depression Awareness Week that includes free screening at
participating health and mental health settings around the United States and is designed to
identify depression in adults, suggesting that society’s awareness of depression and
psychiatric disorders is focused to a large extent on adults. Although professionals
acknowledge the existence of depression in children and adolescents, with epidemiologi-
cal studies suggesting significant prevalence, the scope of the problem is still unrecognized
by the general public. For children and adolescents, the school typically provides a natural
setting for the identification of depression, with a number of schools already having
adopted a screening model for this purpose. Sadly, too little is yet being done to identify
and treat depressed children and adolescents.

Depression in children and adolescents is manifested by many of the same symptoms
we find in depressed adults. Depression in the young may last for years with little respite or
even relief from treatment. As this handbook illustrates, depression in young people
represents a complex interplay of developmental, environmental, dynamic, interpersonal,
cognitive, behavioral, and biological factors. The multitude and magnitude of these factors
are well represented and presented.

The need for a comprehensive handbook on depression in children and adolescents
became evident to one of the editors (WMR) several years ago when he was writing a
chapter on depression for a book on internalizing disorders. After he had completed an
initial 200-page draft of his chapter, it was clear that no chapter nor, realistically, no one
single-authored book could do justice to the depth and breadth of understanding depres-
sion in children and adolescents. This handbook is the result of our perception that the
scope of this disorder merits a broad and multidisciplinary approach. Toward this end, the
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book includes contributions by many of the leading experts on child and adolescent
depression in the fields of psychology and psychiatry.

This book was written for professionals as well as graduate students with clinical and
research interests in child and adolescent psychopathology in general, and in depression in
young people in particular. We anticipate that the book will be particularly useful to
psychologists, psychiatrists, social workers, pediatricians, counselors, nurses, and other
mental health professionals. The chapters cover a range of disciplines and orientations to
provide a balanced and comprehensive treatment of depression in children and adoles-
cents.

The 25 chapters are organized in six parts. Part I, an introduction to depression in
children and adolescents, consists of a brief introduction to the field, chapters on the
description and epidemiology of depression in youngsters, phenomenology and treatment
of bipolar disorder, and a thoughtful chapter on the validity of depression as a clinical
disorder in young people. Part II describes a wide range of theories and models of
depression, with specific attention to children and adolescents. This range is illustrated by
chapters on dynamic theories, cognitive—behavioral models, developmental models, and
neurobiological models. Part III focuses on classification, diagnosis, and assessment of
depression in youngsters, with a chapter on systems of classification and diagnosis, and
chapters on assessment by clinical interviews, self-report procedures, and assessment by
significant others. The last chapter in this part discussed the important issue of variability
in reports of child depression across informants. Part IV provides a comprehensive
examination of treatment approaches for depression in children and adolescents, with
chapters on the psychological treatment of children, the treatment of adolescents, family
therapy, and a chapter on psychopharmacotherapy for depression in children and adoles-
cents. Part V, which examines depression in special populations, includes chapters on
depression in infants, children with medical illness, and youngsters in special education
placements within school settings. Part VI provides coverage of a wide range of important
topics, with chapters on children of parents with depressive disorders, maltreatment and
depression in children, the effects of psychosocial stressors, suicide and suicidal behaviors
in children and adolescents, and the nature of comorbidity of other disorders and
depression in children and adolescents. Each chapter in this handbook provides a compre-
hensive examination of an important topic related to depression in young people. Readers
will find a useful blend of theory, research, and clinical practice within the overall scope of
the book.

This handbook is dedicated foremost to the millions of children and adolescents who
suffer from depression and whose plight is the book’s focus. Although by design the book is
a compilation of current research and knowledge on depression in children and adoles-
cents, we hope and anticipate that readers will go beyond the individual chapters and
integrate this information into a comprehensive picture of our understanding of depres-
sion in young people.

We are grateful to many individuals who by direct or indirect means assisted us,
provided comments, support, example, or by their writings and research enhanced our
knowledge of depression in children and adolescents. Each of the editors has gained from
interactions with colleagues at the University of Wisconsin—Madison. Among those who
have helped both of us on our journey to this point, we wish to thank Dr. John H. Greist of
the University of Wisconsin Medical School and Dean of the Foundation for Health,
Research, and Education. Bill also thanks his friends and colleagues, Drs. Gloria Miller, Joe
Czajka, Maribeth Gettinger, Allan Cohen, Bob Smith, Richard Rankin, Kevin Stark, Kevin
Coats, James Mazza, Thomas Evert, and Gail Anderson, for their support, encouragement,
and friendship over the years. In particular, he wishes to thank Dr. Norman Sundberg,
friend and mentor for the past twenty years, for his support, friendship, and example. Hugh
wishes to thank Drs. Bill Swift, Jack Westman, and Richard Anderson for years of thoughtful



mentorship. Hugh also has a special thanks for Dr. Lorna Benjamin, who taught him the art
of listening, and for J. Jay Fruehling, who has been incredibly helpful in too many ways to
list. At Plenum, we were very fortunate to have the guidance, encouragement, and support
of Mariclaire Cloutier with whom it was wonderful to work. We also wish to acknowledge
the late Joachim Puig-Antich, M.D., who, by his exceptional work in the field, greatly
enhanced our knowledge of depression in young people.

We are most grateful to the many authors who have contributed to this handbook and
who by their contributions have helped us to illuminate the many facets of depression in
young people. They represent the leading researchers and experts in the field of child and
adolescent depression, and we are especially honored by their contributions and dedica-
tion to this book and, more important, by their enhancement of our understanding of
depression in children and adolescents. We also received a great deal of support and
encouragement from the contributors, who, as the handbook took shape, shared their
enthusiasm and commitment to the project.

Both editors also wish to thank and acknowledge the indirect assistance provided by
the many hundreds of children and adolescents we have seen in our research and clinical
experience who have provided us with the insights and understanding of depression in
young persons.

Finally, but most significantly, we wish to acknowledge the importance and support of
our families. Bill is especially grateful to his family and wishes to thank his wife, Margaret,
and his children, Annie and Sean, for their love, affection, and encouragement, and for their
support during the many days and nights he spent cloistered with his PC. Bill also wishes to
acknowledge his parents, Martha and Hugh, sister Judy, and brothers Dan and Bob and their
families. Hugh wishes to thank his wife, Amy Rock, for her steady love, encouragement,
support, affection, and patience with her “workaholic” spouse.

WiLLiaM M. REYNOLDS
HuGH E JoHNSTON
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1
The Nature and Study of

Depression in Children
and Adolescents

William M. Reynolds and Hugh E Johnston

Introduction

Depression is a serious mental health problem in children and adolescents. It has been
estimated that nearly 1 of every 6 youngsters admitted to psychiatric hospitals in the
United States had an intake diagnosis of a depressive disorder (Silver, 1988). Depression is
also one of the most frequently found psychiatric disorders among suicidal children and
adolescents [Reynolds and Mazza (Chapter 24)]. Over the past two decades, the study of
depression in children and adolescents has become an area of extensive research in the
fields of psychiatry, psychology, and related disciplines. The range of research domains,
from neuroendocrinology to cognitive deficits, suggests an enormous interest on the part
of professionals in the nature, evaluation, and treatment of depression in young people.
‘What is most impressive is that the vast majority of research on depression in children and
adolescents has been conducted since the mid-1970s. This delay in our focus on depres-
sion in young people may be in part a function of the long-term psychodynamic perspec-
tives of depression as nonexistent in children or normative in adolescents. In particular, the
notion or myth of adolescent turmoil overshadowed for many professionals the validity of
depression as a form of psychopathology in this age group (Offer & Schonert-Reichl, 1992).

In this chapter, we will touch on a number of topics and issues related to our
understanding of depression in children and adolescents. Rather than risk redundancy by
delving deep into each topic, we instead seek to lay out a road map for the purpose of
integrating and organizing the material that follows. It is our hope that this chapter will

William M. Reynolds + Psychoeducational Research and Training Centre, University of British Columbia,
Vancouver, British Columbia V6T 1Z4, Canada. Hugh E Johnston * Division of Child and Adolescent
Psychiatry, Department of Psychiatry, University of Wisconsin Medical School, Madison, WI 53792.
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provide a larger view of the forest that will help and orient the reader as she or he explores
the chapters that make up the trees of this text.

Depression in children and adolescents is generally considered to be an internalizing
disorder (Reynolds, 1992a). Unlike externalizing problems and disorders—such as con-
duct disorder or attention-deficit hyperactivity disorder—that cause distress to others
such as parents, peers, and teachers, depression has its primary impact on the child. The
depressed youngster may cause very little consternation or discomfort to others, yet feel
intense misery, demoralization, and distress. Many depressed children and adolescents do
not come to the attention of teachers or parents, and if they do, referral for treatment
appears to be relatively infrequent. This is not to say that some depressed youngsters do
not have difficulties in school. Depressed youngsters tend not to be actively engaged in
school learning, with consequent reductions in grades and other indicators of achievement
(Cole, 1990; Kovacs & Goldston, 1991). Lowered school performance by depressed
youngsters is consistent as an outcome of several symptoms of depressive disorders,
including poor concentration and thinking ability, decreased productivity in school,
fatigue, psychomotor retardation or agitation, and insomnia. A number of researchers have
suggested a linkage between learning disabilities and depression in children and adoles-
cents (Forness, 1988; Rourke, Young, & Leenaars, 1989; Weinberg & Emslie, 1988).

While depression is ultimately viewed as an internalizing disorder, it must be remem-
bered that the initial clinical presentation of depressed children is protean. Some children
withdraw in sadness, others lash out with formidable anger. Indeed, a strong predictor of
having externalizing symptoms is the presence of internalizing symptoms, with many
youngsters showing symptoms of both broad-bandwidth domains (Achenbach & Mc-
Conaughy, 1992). Furthermore, depression in children has been closely associated with
conduct disorders (Puig-Antich, 1982). At times, we have felt that the use of the term
“depression” as a label for this disorder is misleading. Perhaps it might be better labeled
“miserable mood disorder of childhood.”

The current level of attention to depression in children and adolescents is well
warranted, especially when we consider the results of epidemiological studies that suggest
that as many as 5% of children and between 10% and 20% of adolescents from the general
population have experienced a depressive disorder (Reynolds, 1992a, 1994). There also
appears to be among young people a cohort trend for increasing rates of depression
(Klerman, 1988; Klerman & Weissman, 1989). Thus, we may find greater numbers of
depressed children and adolescents in the future. To compound the problem, most
youngsters do not receive treatment, and there is some question as to the efficacy of
contemporary treatments (Keller, Lavori, Beardslee, Wunder, & Ryan, 1991). In addition to
the study of depression in children and adolescents, there has been strong research and
clinical interest in depression in infants and preschool-age youngsters [e.g., Trad, 1986;
Trad (Chapter 18)].

It is ironic that much of the modern research in childhood depression is modeled after
similar work that has been conducted in adults. During the first 60 years of this century, it
was widely accepted that depression in adults had its roots in early childhood experience
(Freud, 1946) and that depression could not occur in the undeveloped psyche of the child
(Mahler, 1961). We are only now at the threshold of realizing that this illness affects all age
groups, albeit with important developmental differences.

The study of developmental psychopathology has assisted in our understanding of
depression in children, with particular reference to research on attachment, maltreatment,
temperament, and the development of the self [e.g., Cicchetti, Rogosch, and Toth (Chapter
7); Downey, Feldman, Khuri, and Friedman (Chapter 22)]. Developmental perspectives on
the nature and ontogenesis of depression and depressive states in infants, children, and
adolescents are not new, with the works of Spitz and Wolf (1946) and Bowlby (1973, 1980,
1982) providing an early developmental focus on depression in children. Renewed interest



in the development of psychopathology in children emerged in the 1980s (e.g., Bowlby,
1988; Cicchetti & Olsen, 1990; Cicchetti & Schneider-Rosen, 1984; Cytryn, et al., 1984;
Garber, 1984; Rutter, 1988). It is useful to note that developmental models of depression,
and in particular separation—attachment models, have also been extensively investigated
in nonhumans (e.g, Lewis, McKinney, Young, & Kraemer, 1976; Kraemer, Ebert, &
McKinney, 1983; Mineka & Suomi, 1978; Suomi & Harlow, 1977).

Classification

The present state of the art in the classification of mood disorders is comparable to the
classification of respiratory illness before the discovery of the microbe. In those early days
of medicine, scholars made serious distinctions between wet cough and dry cough, green
sputum and yellow sputum, cough with a fever and cough without a fever. Undoubtedly,
learned discussions were held regarding the advantages, disadvantages, and nuances of
various classification systems. In a similar way, we struggle mightily with our current
objective—descriptive classifications of most psychiatric illness. These comments are not
intended to diminish the importance of the laborious work that has given us our current
diagnostic system. They do highlight, however, the critical need for greater understanding
of the etiology and pathophysiology of depressive disorder. Ultimately, the greatest value
of a classification system is its ability to suggest the most effective treatment. We now
realize that knowing that a cough is caused by pneumococcus is far more important than
knowing whether it is, say, a wet cough with yellow sputum.

There have been a number of perspectives and systems for the classification of
depression in young people. In the early 1970s, Weinberg and colleagues (Ling, Oftedal, &
Weinberg, 1970; Weinberg, Rutman, Sullivan, Penick, & Dietz, 1973) provided a set of
criteria for the classification of depression in children that included the presence of both
(1) dysphoric mood and self-deprecatory thoughts and (2) two or more of the following
eight symptoms: sleep disturbance, change in school performance, aggressive behavior,
diminished socialization, change in attitude toward school, somatic complaints, loss of
usual energy, and unusual change in appetite or weight or both. According to Weinberg
etal. (1973), symptoms of depression need to be present for more than 1 monthand tobe a
change in the child’s usual behavior. Other formulations that recognized the validity of
depression in children include those of Connell (1972), Kuhn and Kuhn (1971), McCon-
ville, Boag, and Purohit (1973), and Poznanski and Zrull (1970). A number of other
formulations specific to depression in infants, children, and adolescents have been pre-
sented (e.g., Cytryn & McKnew, 1972; Malmquist, 1971; Rie, 1966; Spitz & Wolf, 1946) and
provide evidence of the broad interest in understanding depression in children and
adolescents and precursors to contemporary perspectives. Although predicted for the
most part on adult criteria, contemporary diagnostic criteria do identify “cases” of
depression in young children, including those of preschool age (e.g., Kashani & Carlson,
1987; Kashani, Holcomb, & Orvaschel, 1986).

The most commonly used classification system for the clinical description of depres-
sive disorders in North America is the Diagnostic and Statistical Manual of Mental
Disorders (DSM), which, with the publication of the 3rd edition and its subsequent
revision (DSM-III and DSM-III-R) (American Psychiatric Association, 1980, 1987), set the
standard for the classification of depressive disorders in children and adolescents. DSM is
currently in its 4th edition (DSM-IV), published by the American Psychiatric Association
(1994). DSM-IV delineates a number of depressive disorders, including Major Depressive
Disorder, which may be either a single episode or recurrent; Dysthymic Disorder; and
Depressive Disorder Not Otherwise Specified (NOS). These latter disorders are consistent
with the notion of unipolar depression. Also included under the general classification of

5
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mood disorders are Bipolar Disorders, which include Bipolar I Disorder, with the form of
this disorder differentiated on the basis of whether the most recent episode was manic,
hypomanic, depressed, mixed depression and mania, or currently manic with prior
episodes of depression or hypomania; Bipolar II Disorder (recurrent major depression
with hypomania); Cyclothymic Disorder; and Bipolar Disorder NOS. In addition, Mood
Disorder Due to a General Medical Condition and Substance-Induced Mood Disorder are
included under the classification of mood disorders along with Mood Disorder NOS.
Although not included within the larger category of mood disorders, Adjustment Disorder
with Depressed Mood is another DSM-IV disorder that is relevant for the study of
depression in children and adolescents. Table 1 summarizes the primary disorders in-
cluded in the DSM-IV category of mood disorders.

The current formulation of DSM continues to ignore, for the most part, the potential
for developmental differences or features unique to depression in children. Furthermore,
the heavy reliance on DSM criteria for identification of depressed youngsters may limit
some avenues of research and clinical practice. For instance, Sherak, Speier, and Cantwell
(Chapter 9) note that both DSM-III- and DSM-III-R-diagnosed depressed children do not
respond to trials of antidepressants as do adults diagnosed with similar criteria. To judge
the medications ineffectual with youngsters may be too limiting if we allow that groups of
depressed youngsters who do not meet DSM criteria may nevertheless respond to
antidepressant medications. This inconsistency and others in the current diagnostic
formulation of depression in children and adolescents have led some investigators to
question the existence of depression in youngsters as a clinical entity derived by adult
criteria [Nurcombe (Chapter 4); Nurcombe et al,, 1989].

Assessment

The study and our understanding of depression in children and adolescents have been
greatly enhanced by the development of measures for the assessment and diagnosis of
depression in young people. The two primary modes of assessment are by direct self-
report [e.g., Reynolds (Chapter 11)] and structured and semistructured clinical interviews
with youngsters and parents [e.g., Hodges (Chapter 10)]. In addition to these assessment
methodologies, a multitude of sources, such as parents, teachers, and peers, have been

Table 1. Summary of Primary DSM-IV Mood Disorders

Depressive disorders Bipolar disorders Other disorders
Major Depression®</  Bipolar Disorder 14¢&: Mood Disorder Due to Medical
Single Episode Manic: Single; Most Recent Condition
Recurrent48 Episodes/ With Manic Features
Dysthymic Disorder? Depressed: Most Recent Episode45/ With Depressive Features
Depressive Disorder Hypomanic: Most Recent Episode With Major Depressive-Like Episode
NOS Mixed: Most Recent Episode4</ With Mixed Features
Most Recent Episode Unspecified Substance-Induced Mood Disorder
Bipolar Disorder II: With Manic Features
Recurrent Major Depression with With Depressive Features
Hypomania%# With Mixed Features
Cyclothymic Disorder With Onset During Intoxication
Bipolar Disorder Not Otherwise With Onset During Withdrawal
Specified Mood Disorder Not Otherwise
Specified

a-gMay also include: “With Melancholic Features; ®With Atypical Features; With Catatonic Features; With Seasonal
Pattern; ¢With Rapid Cycling; /With Postpartum Onset; §With/Without Interepisode Recovery.



used to provide reports of children’s depressive symptomatology [e.g., Clarizio (Chapter
12)]. When we examine the results of various sources of information using measures for
the assessment of depression, we find significant disagreement between sources, such as
between parent and child, child and peer, and so forth [Kazdin (Chapter 13)). In the case of
adolescents, parents generally report significantly fewer symptoms of depression than are
reported by youngsters (Fleming, Boyle, & Offord, 1993; Verhulst & van der Ende, 1992).
The issue of informant variability is an important consideration, since it will affect our
interpretation of much of the research on the nature, etiology, classification, and treatment
of depression in children.

A significant body of research on the assessment of depression in children and
adolescents has been generated. Most of the research on depression and depressive
symptomatology in children and adolescents has utilized self-report methods. Given the
internalized nature of most depressive symptomatology and the subjective nature of the
depressive experience, self-report measures appear to be a viable approach with young
people (Reynolds, 1993). For the most part, the data suggest that children and adolescents
are reliable reporters of their depressive symptoms (Reynolds, 1989; Reynolds & Graves,
1989; Shain, Naylor, & Alessi, 1990). Naturally, when we examine specific measures of
depression, whether they are clinical interviews, self-report, peer report, or parent report,
issues of reliability, validity, norms, and other salient psychometric as well as developmen-
tal aspects must be considered. Likewise, when we evaluate depression in children, an
important consideration must be the evaluation of information from different sources.
Explicating the relative level of a child’s depression from conflicting sources of informa-
tion is often a complex task that must consider multiple factors in deciding how we might
differentially weight the information [Kazdin (Chapter 13)].

Epidemiology

The epidemiology of childhood depression is frightening because it informs us of the
mass of untreated suffering in our society. Furthermore, the presence of a cohort effect
suggests that the problem is worsening. Although at one level this possibility is disturbing,
it is also intriguing. As a rule, very common illnesses or disorders exist for interesting
reasons. For example, sickle cell anemia is the result of a genetic adaptation that provides
some protection for carriers who live in areas where malaria is present. Given the high
prevalence of mood disorders in children and adolescents, we must wonder whether there
is a connection with some adaptive trait. It also seems conceivable that our modern
existence has become such a poor fit with our evolved psychophysiology that mood
disorders are inevitable.

The prevalence of depression in children and adolescents may be inferred from the
results of several recent epidemiological studies of psychopathology and depression in
children and adolescents. However, the extent to which young people experience depres-
sion is in large part a function of how we conceptualize depression, e.g., as syndrome,
disorder, or cumulative severity of depressive symptomatology (Reynolds, 1994). Like-
wise, estimates of prevalence vary across studies as a function of prevalence time period
(e.g., 1-month, 6-month, 12-month, lifetime ). From the results of epidemiological studies
(e.g, Fleming et al, 1993; Fleming, Offord, & Boyle, 1989; Garrison, Addy, Jackson,
McKeown, & Waller, 1992; Kashani et al, 1987; Lewinsohn, Hops, Roberts, Seeley, &
Andrews, 1993; Reinherz, Giaconia, Lefkowitz, Pakiz, & Frost, 1993), it is evident that the
prevalence of depression follows a developmental trajectory in its prevalence among
youngsters, with higher rates of depression, both point prevalence and lifetime prevalence,
found in adolescents. Recent studies of adolescents (e.g., Garrison et al., 1992; Lewinsohn
et al, 1993 ) suggest a lifetime prevalence of 15-20% . These data indicate that between 1
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of 6 and 1 of 5 youngsters from the general population experience a DSM depressive
disorder at some time in their childhood or adolescence. Thus, the results from epidem-
iological studies provide us with evidence that a very large number of youngsters
experience a depressive episode of sufficient severity to warrant a diagnosis of major
depression, dysthymic disorder, or bipolar disorder, although the latter disorder is rela-
tively rare in children.

Comorbidity

A significant finding over the past decade has been the relatively high degree of
comorbidity of depressive disorders and other internalizing and externalizing disorders in
children and adolescents. The comorbidity of internalizing disorders and other psycho-
pathology is an area of growing and critical research interest (Reynolds, 1992b). Research
shows that a wide range of other psychiatric disorders are found among youngsters with
depressive disorders, including anxiety disorders (Alessi, Robins, & Dilsaver, 1987; Keller
etal., 1992; Kovacs, Gatsonis, Paulauskas, & Richards, 1989; Last, 1992; Last, Perrin, Hersen,
& Kazdin, 1992), conduct problems (Alessi & Magen, 1988; Harrington, Fudge, Rutter,
Pickles, & Hill, 1990, 1991; Kovacs, Paulauskas, Gatsonis, & Richards, 1988), attention-
deficit disorder (J. C. Anderson, Williams, McGee, & Silva, 1987; Biederman & Steingard,
1989; Jensen, Burke, & Garfinkel, 1988), eating disorders (Alessi, Krahn, Brehm, &
Wittekindt, 1989; Rastam, 1992; Smith & Steiner, 1992), and substance-abuse disorders
(Bukstein, Glancy & Kaminer, 1992; Deykin, Levy, & Wells, 1987), among other disorders.

The study of comorbidity of depressive disorders and other psychopathology in
youngsters is important for several reasons. The existence of comorbidity of depression
and other psychopathology appears to increase the potential for long-term mental health
problems (Harrington et al,, 1990, 1991; Kovacs, 1985, 1989). Our understanding of
subtypes or developmentally robust forms of depressive disorders is quite limited and
basically a minimal revision of adult criteria. Subtypes of depressive disorders based on
comorbidity or depression with significant features of other disorders may prove to be a
clinically useful way of describing and understanding depression in young people. Under-
standing the relationship between comorbid disorders may help us in designing appropri-
ate treatment modalities that systematically integrate treatment components that target
unique and common aspects of the comorbid disorders. Anderson and McGee (Chapter
25) have examined comorbidity in a large cohort of youngsters with major depression
followed longitudinally to provide an understanding of the course of such disorders and
the implications of comorbidity as a function of whether the depression precedes or
succeeds the comorbid condition.

Environmental Factors

Environmental factors are those stressors that initiate, interact with internal vul-
nerability and biological factors, maintain, or exacerbate depression in children and
adolescents. The definition describes a very broad class of factors and includes familial,
interpersonal, extrafamilial, catastrophic, and traumatic events and setting, as well as
minor chronic stressors that we sometimes characterize as “hassles.” These factors are
those that typically produce stress in the individual. The delineation of these environmen-
tal stressors encompasses a wide range of domains, including family factors, such as
parental psychopathology [Beardslee, Bemporad, Keller, & Klerman, 1983; Beardslee and
Wheelock (Chapter 21); Downey & Coyne, 1990; Hammen, Burge, Burney, & Adrian, 1990;
Rutter & Quinton, 1984], maltreatment [Downey et al. (Chapter 22); Kaufman, 1991],



parent—child conflict (Asarnow, Carlson, & Guthrie, 1987; Cole & Rehm, 1986; Kashani,
Burbach, & Rosenberg, 1988; Puig-Antich et al., 1993, 1985a), and marital separation and
divorce (Forehand, McCombs, Long, Brody, & Fauber, 1988; Reynolds, 1985); peer diffi-
culties (Puig-Antich et al,, 1985b); Reynolds & Coats, 1982); catastrophic and traumatic
events (Kinzie, Sack, Angell, Manson, & Rath, 1986; Saigh, 1992); and physical illness
[Kaplan, Busner, Weinhold, & Lenon, 1987; Kashani and Breedlove (Chapter 19)]. Place-
ment or status in a special class within the school environment [Dalley, Bolocofsky, Alcorn,
& Baker, 1992; Reynolds & Miller, 1985; Schloss, Sher, and Wisniewski (Chapter 20)] is a
source of distress and stress for youngsters that is meaningful in its potential contribution
to depression and depressive states. Another environmental factor related to depression in
youngsters is social support—more specifically, the lack of social support (e.g., G. K.
Anderson & Reynolds, 1993; Hops, Lewinsohn, Andrews, & Roberts, 1990). Research also
suggests that there are developmental as well as gender differences in youngsters’ depres-
sion as a response to stress [G. K. Anderson & Reynolds, 1993; Compas, Grant and Ey
(Chapter 23); Wagner & Compas, 1990].

Biological Factors

In research, clinical practice, and office and cocktail party conversation, we are drawn
into the nature vs. nurture debate. Perhaps the most interesting theme in modern
neuroscience is that nature shapes nurture and that nurture is a most powerful modifier of
nature. The early work of Hubel and Weisel (1970) demonstrating that patching a kitten’s
eye causes drastic differences in the structure and function of the visual cortex is
compelling evidence that developmental experiences can overwhelm the predestiny of
neuronal tissues. Conversely, the developing child exerts profound influences on his or her
caregivers, helping to create the environment in which he or she will develop. It seems
likely to us that a most important piece of the puzzle will ultimately be the interaction of
biology and experience.

Research on the biological bases and correlates of depression in children and
adolescents is to a large extent driven by previous research with adults. Much of this
research has focused on neurobiological abnormalities associated with depression in
young people (e.g, Puig-Antich, 1986, 1987ab; Puig-Antich et al,, 1989). As noted by
Emslie, Weinberg, Kennard, and Kowatch (Chapter 8), biological correlates assist us in
understanding the physiology of depression as well as the potential for diagnosis via
biological markers. Biological and genetic research on depressive disorders has depended
to some extent on the differentiation of qualitative as well as quantitative subtypes or
classes of depressive disorders. For example, research suggests a genetic contribution to
the etiology of bipolar disorder. However, whether this contribution is a function of the
qualitative difference of this disorder from other depressive disorders or the quantitative
difference within a liability threshold model in which depressive disorders are distin-
guished by their symptom variability—severity along a continuum is a domain of discussion
and investigation (e.g., McGuffin & Katz, 1986).

A major line of the research on the psychobiology of depression in youngsters as well
as adults has focused on the relationship between the functioning of the hypothalamic—
pituitary—adrenal axis and depression. Specific to the latter area of research has been the
investigation of the dexamethasone suppression test (DST), a somewhat uneven biological
marker for endogenous forms of major depression. A relatively large number of studies of
the DST with depressed children and adolescents (Reynolds, 1985, 1992a) have indicated
that there are youngsters who show abnormal DST results, although the data do not sug-
gest a high level of sensitivity for major depression. Research on biological correlates of
depression in children and adolescents has included the study of growth hormone
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secretion (Puig-Antich et al., 1984), sleep architecture (Emslie, Roffwarg, Rush, Weinberg,
& Parkin-Feigenbaum, 1987), and natural-killer-cell activity associated with the function-
ing of the immune system (Shain et al, 1991), to name a few of the biological areas of
research on correlates of depression in children and adolescents.

Psychotherapy

Although there is a large literature base on psychological treatments of childhood
psychological disorders (e.g., Kazdin, 1990), there has been limited research on the use of
psychotherapy for the treatment of depression in children and adolescents. The
experimental-treatment research on psychotherapy for depression in children and adoles-
cents published in North American and English language journals comprises fewer than a
dozen studies (Butler, Miezitis, Friedman, & Cole, 1980; Fine, Forth, Gilbert, & Haley, 1991;
Kahn, Kehle, Jenson, & Clark, 1990; Lewinsohn, Clarke, Hops, & Andrews, 1990; Liddle &
Spence, 1990; Marcotte & Baron, 1993; Reynolds & Coats, 1986; Stark, Reynolds, & Kaslow;
1987). These studies, although few given the prevalence of depression in youngsters and in
comparison to the number of treatment studies of depression in adults, provide strong
evidence for the utility of psychologically based therapies for depression in young people.

A number of researchers have provided useful clinical guidelines for the application of
cognitive—behavioral and interpersonal therapies for the treatment of depression in
children and adolescents [Lewinsohn, Clarke, and Rohde (Chapter 15); Mufson, Moreau,
Weissman, & Klerman, 1993; Stark, 1990; Stark, Rouse, and Kurowski (Chapter 14)]. The
research to date, along with the structured treatment procedures developed by re-
searchers, suggests that reasonably effective means are available for the treatment of many
depressed youngsters. It is evident that much more research is necessary to ascertain
which children and adolescents may best benefit from psychotherapy and whether forms
of depression in youngsters are best treated by one therapy or another. Furthermore, there
has not been a published study on the efficacy of combined psychotherapy and pharmaco-
therapy, nor has there been a comparison of these two procedures within a randomly
assigned and controlled study. As Johnston and Fruehling (Chapter 19) note, antidepres-
sant medication should not be considered the first line of treatment in children, a
perspective that requires knowledge and availability of efficient psychotherapies. The
effectiveness of these psychotherapies in comparison to medications is therefore an
important research question, as is the question of whether treatment effectiveness is
enhanced by the combination of these treatment approaches. Such research is of critical
importance if we are to deal effectively with the multitude of youngsters with depressive
disorders.

Pharmacotherapy

We need only read newspapers and magazines and watch television talk shows to
realize that we are entering a brave new world of psychopharmacology. New agents are
being developed and marketed at an unprecedented rate. Progress has been clear-cut, with
many of the newer compounds having greater efficacy and fewer side effects. The ability of
pharmacological agents in fine-tuning mood and cognitive states has been cause for
rejoicing, caution, and, for some, alarm. We have grave concerns about the alacrity with
which these compounds are given to children. This abandon is especially worrisome given
the current regulatory and drug-marketing climate, which essentially discourages research
about the effects these drugs have on children. Yet we also see the potential for relief of
suffering.



The pharmacotherapy of depression in children and adolescents has generally been
found to be less effective than the use of pharmacological agents with adults [Ambrosini,
Bianchi, Rabinovich, & Elia, 1993; Johnston & Fruehling (Chapter 17); Strober, Lampert,
Schmidt, & Morrell, 1993]. Yet, as is suggested by Johnston and Fruehling (Chapter 17), a
substantial number of child psychiatrists utilize antidepressant medications to treat
depression (as well as other psychiatric disorders) in children and adolescents, although
such treatment is not without risk (e.g., Biederman, 1991; Riddle et al,, 1991). The research
on psychopharmacological interventions for depression in children and adolescents has
focused on four classes of medications: tricyclic antidepressants (TCAs), monoamine
oxidase inhibitors (MAOISs), the newer selective serotonin reuptake inhibitors (SSRIs), and
lithium carbonate, which is generally used for the treatment of bipolar disorder. Of all
medications used for the treatment of depression in children and adolescents, the most
effective appears to be lithium use with bipolar-disordered youngsters, with reports of
efficacy similar to that found with adults [Carlson (Chapter 3)]. There is also preliminary
evidence for the efficacy of fluoxetine, an SSRI (e.g., Simeon, Dinicola, Ferguson, &
Copping, 1990) that has generated some controversy (Riddle et al., 1989; Teicher, Glod, &
Cole, 1990) and is contraindicated in combination with MAOIs (Ryan, 1992).

Major questions concerning the use of drugs for the treatment of depression in
children and adolescents relate to specific guidelines for the selection, administration,
monitoring, and combination of medications, as well as safety issues. A number of authors
have addressed many of these issues [e.g., Johnston & Freuhling (Chapter 17); Petti, 1983;
Rancurrello, 1996; Ryan, 1992], although the complexities and limited data supporting
efficacy contribute to the need for caution in the prescription of antidepressant medica-
tions with young people.

Summary and Conclusions

The current state of our understanding of depression in children and adolescents
suggests that depression in young people, as in adults, is a relatively common mental health
problem that often presents itself along with other forms of psychopathology. The
subjective misery experienced by the depressed youngster, as well as the interpersonal
and social difficulties (Gotlib & Hammen, 1992), along with the potential for negative long-
term outcome (Kovacs et al, 1984b; Kovacs, Feinberg, Crouse-Novak, Paulauskas, &
Finkelstein, 1984a), suggest that the depression in many youngsters is relatively long-
lasting even with treatment.

There are a number of factors that suggest that developmental factors are relevant to
the nature and understanding of depression in young people. Bemporad (Chapter 5)
suggests differences between children and adolescents as a function of dynamic stages of
development, although the roles of trauma and maltreatment are clearly factors related to
the etiology of depression in young people. Gender differences in the prevalence of
depression tend to appear around puberty, when we find depressive symptomatology
increasing in girls at a higher rate than in boys. These differences are manifested in the
prevalence of depression as well as differential response to particular stressors and
modifiers. In this manner, research should examine characteristics, correlations, and
etiological bases and interactions separate for males and females.

It is encouraging to find the quality and extensive coverage of research on depression
in children and adolescents that has been published over the past decade. We have learned
a great deal about the nature, etiological factors, methods for reliable and valid assessment,
psychological and pharmacological treatment approaches, and other aspects of depression
in youngsters. By most standards, we still have a great deal to learn in all areas. The
exponential growth of research in this broad field of inquiry suggests a tremendous
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interest on the part of professionals in many mental-health-related disciplines. We antici-
pate that a similar level of interest and research will be evident over the next decade, with
the benefits of this attention accruing to children and adolescents who manifest a
propensity for depression.
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Phenomenology and
Epidemiology of Mood
Disorders in Children
and Adolescents

Elva O. Poznanski and Hartmut B. Mokros

Until recently, researchers lacked standardized assessment instruments and formal criteria
to use in making a mood disorder diagnosis in children and adolescents. These two
methodological developments have been fundamental to making mood disorders in youth,
particularly depression in childhood, one of the most active areas of research within child
psychiatry (Mokros & Poznanski, 1992). Indeed, many review articles and several books
devoted exclusively to childhood depression have now been published (e.g., Schulter-
brand & Raskin, 1977; Cantwell & Carlson, 1983; Petti, 1983; Weller & Weller, 1984;
Cicchetti & Schneider-Rosen, 1984; Rutter, Izard, & Read, 1986; Shafii & Shafii, 1992).

This chapter examines developments in this area of research, focusing specifically on
the phenomenology and epidemiology of mood disorders in children and adolescents. It
should be noted at the outset that this literature is skewed in two directions. First, the vast
majority of extant research has investigated depression, with investigations of bipolar
disorders in this age group being rare. Second, the research literature has focused largely
on the study of prepubertal children, with research on adolescents relatively neglected. In
the following discussion, this focus is revealed in the relatively greater emphasis given to
depression in childhood than to other mood disorders and to the manifestation of mood
disorders in adolescents.

Elva O. Poznanski * Rush—Presbyterian—St. Luke’s Medical Center, Chicago, lllinois 60612. Hartmut
B. Mokros ¢ Rutgers University, New Brunswick, New Jersey 08903.
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Phenomenology of Mood Disorders in Youth

The notion that mood disorders, particularly depressive disorders, may manifest
themselves in childhood and adolescence is now accepted. Yet this acceptance did not
emerge until relatively recently. This section will first examine historical shifts in attitudes
toward mood disorders in youth. This introduction is followed by a brief discussion of the
range of evidence now available that has led to the current assumption of equivalence of
mood disorders across the life span. Finally, this section discusses criteria currently in
use in the diagnosis of mood disorders, criteria that identify the accepted current model
of the phenomenology of these disorders in youth.

Historical Attitudes

Interest in depression in childhood dates back to the 1940s (Spitz, 1946) and the early
1950s (Depert, 1952). Resistance to the concept of clinical depression in childhood came
both from the psychoanalytical school (Rie, 1966) and from those who argued that
depressive symptoms represented transient experiences associated with normative devel-
opment (Lefkowitz & Burton, 1978). That is to say, sadness as a symptom was viewed as
part of everyday experience. But sadness as one of a number of co-occurring symptoms
defining a depressive syndrome, a syndrome that might evidence a defined temporal
course (i.e., depressive disorder), was viewed as exceedingly rare if not impossible in
youth.

Yet clinical evidence indicated that dysphoria did indeed, and not uncommonly, seem
to express itself as syndrome and disorder in children (Poznanski & Zrull, 1970; Poznanski,
Krahenbuhl, & Zrull, 1976). Nevertheless, a prominent early formulation of childhood
depression held that the expression of depression in children differed from its expres-
sion in adults in that the depressive affect was missing. Indeed, a description of a child’s
affect was missing in all mental status reports until very recently. Hence, the constructs of
“masked depression” and “depressive equivalents” were introduced to cover this void
(e.g., Cytryn & McKnew, 1974; Glaser, 1967), although such terms proved untenable over

time for both clinical and research purposes (Carlson & Cantwell, 1980a).

A more moderate position assumed that depressive manifestations in childhood differ
from those in adults and argued that adult-like depressive symptomatology was manifest by
children, but that additional symptoms unique to children define the depressive syndrome
(e.g., Frommer, 1968; Poznanski & Zrull, 1970). This position is still held to some extent by
many clinicians and researchers (e.g., Ney, Colbert, Newman, & Young, 1986). Indeed, as
will be discussed in the final section of this chapter, an increasingly influential research
movement known as developmental psychopathology (e.g., Cicchetti & Schneider-Rosen,
1984; Kovacs, 1989; Rutter, 1986) has strongly argued, in opposition to the currently
prevailing climate of opinion presented in the next section, in favor of such a position
for the development of a phenomenology of mood disorders in youth.

At least two criteria systems tailored specifically to children, those of Poznanski
(Poznanski, Mokros, Grossman, & Freeman, 1985) and Weinberg (Weinberg, Rutman,
Sullivan, Penick, & Dietz, 1973) have been discussed in the literature, although neither of
these systems considers the full range of mood disorders, concentrating instead on
depression.

Assumption of Equivalence of the Phenomenology of Mood
Disorders across the Life Span

The past decade has witnessed increased acceptance of the view that mood disorders
experienced in youth are phenomenologically equivalent to the adult experience (e.g.,



Ambrosini & Puig-Antich, 1985). Support of this position comes from a variety of sources.
First, symptom clusters, defined as a depressive syndrome, appear comparable between
children and adults (e.g., Carlson & Kashani, 1988). Second, family history research
indicates high levels of affective disturbance among relatives of children diagnosed with
affective disorder (e.g., Dwyer & DeLong, 1987; Puig-Antich et al.,, 1989; Strober et al.,
1988) and high risk for affective disorder among offspring of affectively disturbed parents
(e.g., Beardslee, Bemporad, Keller, & Klerman, 1983), with the added finding that offspring
of unipolars are more prone to unipolar disorders (Weissman et al., 1987) and offspring of
bipolars are more prone to bipolar disorders (Klein, Depue, & Slater, 1985). Third,
research on biological correlates has provided potential evidence for both state (Poznanski
et al, 1982) and trait (Puig-Antich et al., 1984) markers of prepubertal major depressive
disorder. Fourth, longitudinal study of prepubertal depressives indicates the presence of
clearly defined temporal episodes (Kovacs, Feinberg, Crouse-Novak, Paulauskas, & Finkels-
tein, 1984a) as well as a longitudinal course marked by greatly increased risk for new
episodes of illness once an initial episode has been experienced (Kovacs et al., 1984b;
Poznanski et al.,, 1976).

These lines of evidence have led to the adoption of adult criteria, with minor
modification, in the diagnostic evaluation of children and adolescents.

Phenomenology of Mood Disorders in Diagnostic Criteria:
DSM-IV

Two adult diagnostic systems have most commonly been applied in research and
clinical practice with children. These are the Research Diagnostic Criteria (RDC) (Spitzer,
Endicott, & Robins, 1978) and the American Psychiatric Association’s criteria contained
in the Diagnostic and Statistical Manual of Mental Disorders, currently in its 4th edition
(DSM-IV). Although differences exist between these systems in both the definitions of
disorders and the subtypes of disorder considered, the overlap between them is great.
While the RDC has been extensively used in research, particularly in pharmacological
study of depression as in the studies of Puig-Antich and colleagues, DSM-IV has become the
standard for clinical practice. For this reason, the discussion will focus on the phenomenol-
ogy of mood disorders as they are defined in the most recently published revision of DSM,
DSM-IV. We will describe the mood disorder criteria as they appear in DSM-IV and
highlight those changes made since the DSM-III that have direct relevance to the phenome-
nology of mood disorders in children and adolescents. Two families of disorder, depressive
and bipolar disorder, comprise these mood disorders.

Depressive Disorders. The discussion of depressive disorders will focus on the
two major types—Major Depressive Disorder and Dysthymia (formerly known as Depres-
sive Neurosis )—identified by DSM-IV. The discussion will trace the relationship between
symptom and syndrome in the definition of these disorders.

Major Depressive Disorder. Consideration of a Major Depressive Disorder diag-
nosis requires evidence for a Major Depressive Episode. The depressive syndrome is
defined by the clustering of at least five of nine symptoms within a 2-week period that
marks a change from previous functioning. These five symptoms must include either (1) a
depressed or irritable mood or (2) loss of interest and pleasure in usual activities as
essential symptoms (Poznanski et al,, 1985) if the diagnosis is to be considered. The
remaining symptoms, or qualifying symptoms (Poznanski et al, 1985), necessary to
define the presence of a depressive syndrome include appetite disturbance, sleep distur-
bance, psychomotor agitation or retardation, loss of energy, feelings of worthlessness or

21

Phenomenology
and Epidemiology



22

Elva O. Poznanski

and Hartmut B.
Mokros

inappropriate guilt, diminished ability to think or concentrate, and recurrent thoughts of
death or suicide.

Once evidence for a depressive syndrome has been established, it is further necessary
to rule out (1) concomitant organic factors that may have caused or maintained the
syndrome, (2) the manifestation of the syndrome as a product of a normal bereavement
process, (3) the presence of delusions or hallucinations in the absence of mood symptoms,
and (4) evidence for underlying thought disorders.

These criteria for major depressive episodes include notable changes from DSM-III
that are of particular relevance in application to children. DSM-III contained several
symptom qualifications that applied only to children under 6 and required one less
associated symptom in this age group. The hypoactivity substitution for psychomotor
retardation was dropped from DSM-III-R, as was the reduction in the number of associated
symptoms required for diagnosis of children under 6. DSM-III-R dropped an age qualifica-
tion for these symptoms, thus applying symptoms by observation across all ages. This
practice, a common one in child psychiatry, has now expanded for use in adult psychiatry!

In addition, numerous changes have been made in criteria included for the melan-
cholic subtype, such as the incorporation of prior good response to somatic antidepressant
therapy as a criterion. This criterion, in particular, has limited relevance for child and
adolescent work because of poor response of these age groups to antidepressant medica-
tion, an issue discussed in detail below.

Once evidence for a major depressive episode has been established, a major depres-
sive disorder diagnosis is defined either as a single episode, if the patient’s history reveals
no evidence for any prior episodes, or as recurrent if such evidence is obtained.

Dysthymia. Whereas major depressive episodes describe episodic mood distur-
bances, Dysthymia represents a milder although chronic course. A depressed or irritable
mood prominent and present most days over at least 1 year defines the essential symptom
for Dysthymia. In addition, at least two of six qualifying symptoms must cluster with the
essential symptom. These symptoms include appetite disturbance, sleep disturbance, low
energy, low self-esteem, poor concentration, and feelings of hopelessness. In addition:
(1) Remission of this symptom presentation cannot have extended for more than 2 months
during the episode and there can be (2) no evidence of major depression during the episode,
(3) no evidence in the history of manic or hypomanic disorder, (4) no underlying thought
disorder, and (5) no organic basis for the symptom presentation can be established.

Although the boundaries between dysthymia and major depression are particularly
unclear in children and adolescents, the work of Kovacs et al. (1984a) has established that
the distinction can be made and, indeed, that it is not uncommon to identify children with
double depressions in which a major depressive episode is superimposed on preexisting
dysthymia.

Bipolar Disorders. The two major types of bipolar disorders identified by DSM-
IV—Bipolar Disorder and Cyclothymia—provide the focus of the following discussion.
Specifically, the discussion first examines symptoms that constitute a manic syndrome and
then examines the relationship of this manic syndrome to other mood impairment
symptoms requiring consideration in defining a bipolar disorder.

Bipolar Disorder. Consideration of a Bipolar Disorder diagnosis requires evi-
dence for a manic episode. The essential symptom of the disorder is a notable period of
abnormally and persistently elevated, expansive, or irritable mood. Unlike the criteria for
a Major Depressive Episode, the duration of this disturbance of mood is not specifically
defined. In addition to evidence of an essential symptom, three of seven (four if evidence
of the essential symptom is irritability) qualifying symptoms must also be present. These



symptoms include grandiosity, decreased need for sleep, increased talkativeness, flight of
ideas, ease of distractibility, increased goal-directed activity, and excessive and counter-
productive involvement in pleasurable activities. A manic episode is said to be present
if in addition this disturbance of mood results in marked impairment in usual functioning.

As with the depressive disorders, the manic syndrome may be diagnosed as a manic
episode only if there is additionally (1) no evidence of delusions or hallucinations over a
2-week period in the absence of the mood disturbance, (2) no evidence of underlying
thought disorder, and (3) no evidence of an organic basis for the mood disturbance.

A current episode of a manic episode or a history of a manic episode provides the
basis for diagnosing a bipolar disorder. The bipolar disorder is diagnosed as mixed type if
both manic and major depressive episodes show a recurrent pattern of cycling within the
same time frame, as manic type if only a manic episode is present, or as depressed type
if the history reveals evidence of a manic episode but the current mood disturbance is a
major depressive episode.

These criteria for manic episode and bipolar disorder have been largely unchanged
since DSM-IIL

Cyclothymia. Cyclothymia refers to chronic mood disturbance of at least 1 year’s
duration during which numerous periods of depressed mood and hypomanic episodes are
experienced. Hypomanic episodes are defined as identical to the criteria for manic
episodes shown in Table 3, with the exception that marked impairment in social and
occupational functioning is not required for hypomanic episodes. In order to entertain a
Cyclothymia diagnosis for the period of mood disturbance, (1) hypomanic and depressive
symptoms cannot have been absent for more than 1 month, (2) there is no evidence of
major depressive or manic episode, (3) there is no evidence of underlying thought
disorder, and (4) there is no evidence of organic involvement.

The criteria for hypomanic episodes were more clearly defined in DSM-III-R than in its
predecessor. These changes are of particular relevance for the diagnosis of mood disorder
in adolescents. DSM-III merely defined hypomania as a clinical syndrome similar to, but
less severe than, mania. The inclusion of evidence of a hypomanic episode in making a
cyclothymia diagnosis also represents a shift in DSM-III-R. Thus, the DSM-III-R and DSM-IV
criteria are more stringent in defining the manic component of cyclothymia, while the
depressive component is more easily met. Whereas DSM-III required that at least three
associated symptoms accompany a depressed mood or loss of interest or pleasure, DSM-,
11I-R specified only that a period of depressed mood or loss of interest or pleasure that does
not meet full symptom criteria for a major depressive episode need be present.

Summary

The DSM-IV criteria reviewed above represent the current working model of the
phenomenology of mood disorders. Acceptance of these criteria as defining phenomenol-
ogy implicitly involves acceptance of the position that mood disorders are phenome-
nologically equivalent across the life span. Potential difficulties with making such an
assumption will be considered following a review of the epidemiological literature offered
in the next section.

Epidemiology of Mood Disorders in Youth
Numerous studies in the recent literature provide data about the prevalence of

dysphoric mood and depressive disorder in children and adolescence. In contrast, epide-
miological study of bipolar disorder has been negligible, reflecting, in part, the rarity of the
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disorder within this age group as well as the difficulty of establishing the diagnosis in
children and adolescents. We will therefore focus primarily on the epidemiology of
depression and conclude with a brief summary of research on child and adolescent bipolar
disorder.

Epidemiology of Depression and Depressive Disorders

Prevalence rates of depression in children have ranged from 0.14% (Rutter, Tizard, &
Whitmore, 1970) to over 60% (Brumbach, Jackoway, & Weinberg, 1980). Factors that
account for this variability include differences in populations studied (e.g., normal vs.
clinical), methods of assessment (e.g., self-report or questionnaire vs. clinical interview),
definitions of depression (i.e., symptom, syndrome, or disorder ), and methods for defining
evidence of depression (e.g., cutoff scores on self-reports vs. diagnostic criteria).

Although considerable variability in prevalence rates has been reported, several
notable findings have emerged. First, both dysphoric mood and depressive disorder ap-
pear to increase in youth, with the lowest rates in the preschool years and the highest rates
in adolescence. Second, although depression is identifiable before puberty, the incidence
of depression increases dramatically after puberty. Third, the pattern of depression found
in adults, with significantly more females depressed than males, does not appear until
adolescence. Fourth, comparison of research that has employed comparable methodology
indicates that variability in identified prevalence rates is much less than is often suggested.
Finally, although the frequency with which various symptoms of depression are reported
differs across age groups, Carlson and Kashani (1988) note that the basic phenomenology
of depression does not differ between children across ages (i.e., preschool, prepubertal,
adolescents) or between children and adults.

Our review of this literature will be divided into three parts according to age
groupings investigated: preschool-age children, prepubertal children, and adolescents.
Within each age group, the results are discussed separately for clinical and nonclinical
samples. Although we will review both studies that define depression on the basis of
diagnostic assessment and criteria and studies that define depression on the basis of self-
report or questionnaire cutoff data, discussion of studies of clinical samples will be
confined to those employing diagnostic assessments and criteria. Our aim here is to
identify factors that account for differences in prevalence rates, difficulties in interpreting
the available data, conclusions that may be drawn, and questions left unanswered.

Depression and Depressive Disorder in Preschool-Age Children.

Nonclinical Populations. To date, two studies have been reported that provide
data about depressive disorder in “normal” preschool-age children. Kashani and Ray
(1983 ) surveyed the parents of 241 preschoolers, via questionnaire, and found no evidence
of depressive disorder within this sample. Indeed, only 1 child (0.4% ) was reported as sad,
with this child also reported as experiencing suicidal ideation. Although the results of this
study would suggest that depression is exceedingly rare among preschool children, the
fact that information was obtained from only a single informant responding on a single
questionnaire limits the conclusions that may be drawn.

A more recent study (Kashani, Holcomb, & Orvaschel, 1986) of 109 nursery school
children between the ages of 2.5 and 6 years that employed multiple measures obtained
from combined parent and teacher ratings identified 9 children (8.3% ) as possible major
depressive or dysthymic disorders. However, psychiatric interviews with these 9 children
identified only 1 child (0.9% ) who met DSM-III criteria for major depressive disorder.
Nevertheless, these data do suggest that depressive symptoms are not as rare in this age
group as suggested by the earlier study (Kashani & Ray, 1983) and, moreover, confirm
that a diagnosis of depression may be made in this age group.



Clinical Populations. Several studies have reported prevalence data for one
clinical population of preschool-age children. Kashani, Ray, and Carlson (1984) report that
4% (2 boys and 2 girls) of 100 consecutive referrals to a child development unit met
diagnostic criteria for depression. The diagnoses included 1 definite major depressive
disorder and 1 definite and 2 probable dysthymic disorders. In a later report, Kashani,
Carlson, Horwitz, and Reid (1985) reported that 17% of these 100 children were identified
as predominantly dysphoric by their parents and that all symptoms associated with the
diagnosis of depression were more severe among the dysphoric than among the non-
dysphoric children. Significantly, of the dysphoric children, 82% lived in a household
with at least one biological parent absent, compared to 55% of the nondysphoric group.

A more recent publication, based on evaluations of 1000 preschoolers from the same
setting (Kashani & Carlson, 1987), identified 9 children (0.9% ) as major depressive
disorders according to DSM-III adult criteria. All the depressed children came from a
“broken home,” as compared to 33% of 18 controls drawn from among the nondepressed
children. In addition, all the depressed children had been abused or severely neglected, in
comparison to 22% of the control group. Hence, environmental factors are clearly
associated with depression in this age group, raising the issue that depression in young
children may be more easily related to psychosocial factors and hence possibly more
“reactive” than the adult counterpart.

Depression and Depressive Disorder in School-Age Children

Nonclinical Populations. Two studies have reported prevalence estimates of
depression for a single school-age cohort all born the same year in the same hospital in
Dunedin, New Zealand. The initial report (Kashani et al., 1983 ), which provides data for
these children at age 9 years, found a current point prevalence of 1.8% for major
depression and past prevalence of 1.1% . The second study, of 792 of these children at age 11
years (Anderson, Williams, McGee, & Silva, 1987), reports 1-year prevalence estimates for
all DSM-III psychiatric diagnoses. Psychiatric diagnoses were identified for 17.6% of the
children studied, with depression diagnoses (i.e., major depression and dysthymia)
accounting for 10% of all primary psychiatric diagnoses, thus establishing a 1-year
depression prevalence of 1.8%. Thus, these two studies established identical prevalence
estimates (1.8% ) of depression for this sample at two different time points.

Rates of disorder from studies that have assessed depressive symptomatology exclu-
sively, through interview, self-report or peer nomination, have reported slightly higher but
also fairly consistent prevalence rates. Poznanski et al. (1984) interviewed children from
one elementary school and found 5.4% qualified for a major depression diagnosis. Using a
self-report measure of depression, Strauss, Forehand, Frame, and Smith (1984) identified a
6.3% prevalence rate on the basis of a Children’s Depression Inventory cutoff score. Finally,
Lefkowitz and Tesiny (1985), in a study of 3020 children using the Peer Nomination
Inventory of Depression, established a prevalence rate on the basis of peer nomination of
5.2% . The similarity of rates obtained through these three different methods of assessment
raises the interesting research question as to the actual overlap of children identified as
depressed by all three methods.

The studies reviewed also reveal some interesting findings about epidemiological
patterns. For example, prepubertal depressive disorders are more common among boys
than among girls, a pattern contrary to that found in adults (Rutter, 1986). Anderson et al.
(1987) report that in their study, the sex ratio for depression was 5.4:1, male/female,
compared to a ratio for all diagnoses of 1.7:1, male/female. However, when studies using
severity measures of depression were examined, depression scores were found to be
higher for females than for males, although the differences were not significant (Lefkowitz
& Tesiny, 1985; Poznanski et al., 1984).

It has commonly been assumed that rates of depression are higher among socio-
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economically disadvantaged classes of society. No convincing evidence has been pre-
sented to support this assumption.

Finally, no convincing evidence has emerged to suggest that the prevalence of
depression increases with age within the school-age years. Although our data in general
indicate that depressive symptomatology is less common among 6- to 7-year-olds than
among older children, some depression-associated symptoms are in fact more common
among these younger than among older children. Clearly, further research on developmen-
tal factors in the epidemiology of prepubertal depression is needed.

Thus, full diagnostic assessments have identified roughly 2% of prepubertal school-
age children as depressed, while measures that assess only depression have identified
between 5.2% and 6.3% using three distinctly differing methods of assessment (i.e.,
clinician rating, self-report, and peer nomination).

Clinical Populations. A number of studies have provided reports of the preva-
lence of depression among clinical populations. We will review prevalence data for two
populations: children hospitalized in psychiatric units and children assessed for learning
disabilities. Although depression prevalence data have been reported for other clinical
populations such as residential schools (Handford, Mattison, Humphrey, & McLaughlin,
1986), these studies have not employed formal criteria to diagnose depression, relying
instead on self-report measures.

Prevalence rates of psychiatric diagnoses among prepubertal psychiatric patients
indicate that depressive disorders accompanied by impairment in functioning severe
enough to require hospitalization are common in this age range. Petti (1978 ) reported that
59% of psychiatric inpatients were depressed according to modified Weinberg criteria.
Depression prevalence rates reported in studies employing DSM-III criteria have been
much lower. Using DSM-III criteria, Carlson and Cantwell (1980b) report depression in
28% of 102 children; Ney et al. (1986),in 20% of 282 children; Alessi and Magen (1988), in
16% of 160 children; and Kashani, Cantwell, Shekim, and Reid (1982), in 13% of 100
children.

Research on the association between depression and learning disabilities represents a
growing research area (e.g., Hunt & Cohen, 1984; Mokros, Poznanski, & Merrick, 1989).
This interest has been spurred by the clinical observation that learning disabilities are
quite common among depressed children. Kashani et al. (1982) reported that learning
difficulties were significantly more common among depressed (62% ) than among non-
depressed (22% ) children in their inpatient study. Brumbach et al. (1980) reported that
62% of 100 prepubertal children referred to an educational diagnostic center met
Weinberg diagnostic criteria for depression. This rate would presumably have been much
lower if DSM-III criteria had been applied. Although this study suggests a very high rate of
depression in children referred for evaluation of learning disabilities, the fact that these
workers did not systematically assess psychiatric diagnoses other than depression is a
serious shortcoming. Moreover, no formal criteria for learning disabilities (i.e., DSM-III
specific developmental disorders) were applied.

Conflicting results have also been reported. Baker and Cantwell (1987) studied the
risk for DSM-III psychiatric disorder in 300 children (all under age 16) referred for speech
and language disorders. Although psychiatric diagnoses were common (44% ) at initial
referral, only 2% of the children were diagnosed as mood disorders. Similarly, at a 5-year
follow-up, 60% of the children received a psychiatric diagnosis, with only 5% diagnosed as
mood disorders. Hence, the prevalence rate for mood disorder is comparable to that in
nonclinical populations. Factors that might account for the wide discrepancy among these
studies are unclear. The lack of an elevated prevalence of depressive disorders in the Baker
and Cantwell (1987) study argues against a common hypothesis that the frustration
created by learning difficulties encourages the development of reactive depression (Liv-



ingston, 1985). Further investigation of this hypothesis is clearly warranted, however, since
it offers a mechanism for understanding the emergence and persistence of reactive
depressions in childhood.

Depression and Depressive Disorder in Adolescents

Nonclinical Populations. Two recent studies have employed structured inter-
views to identify the prevalence of depressive disorders in adolescents according to DSM-
III criteria. Deykin, Levy, and Wells (1987) used the Diagnostic Interview Schedule
(Robins, Helzer, Crougham, & Ratcliff, 1981) to study the relation of depression, alcohol,
and drug abuse in 424 college students between the ages of 16 and 19 years, of whom 94%
were between the ages of 18 and 19 years. They found a lifetime prevalence of 6.8% for
major depressive disorder. However, since neither an estimate of current point prevalence
nor complete age of depression onset data were reported, it is difficult to compare this
result with the prior work. It would be important in future research to identify the extent
of convergence between the age of onset for first depression obtained from a lifetime
prevalence study with available point-prevalence studies across age groups.

For a younger age group (14-16 years), Kashani et al. (1987) report a current point
prevalence of 4.7% for major depressive disorder and 3.3% for dysthymic disorder based
on interviews with 150 adolescents and their parents according to a modified version of the
Diagnostic Interview for Children and Adolescents (DICA). These data indicate a 4-fold
jump (8.0% vs. 1.9% ) in the prevalence of affective disorders among 14- to 16-year-olds
when compared to data from 11-year-olds reported in the Anderson et al. (1987) and
Kashani et al. (1983) studies.

Several aspects of the methodology and results of the Kashani et al. (1987) study merit
further consideration. In addition to the presence of DSM-III symptom criteria, they
required evidence of significant dysfunction as well as clinical judgment that the adoles-
cent needed treatment before they made a depression diagnosis. No comparable criteria
have been included in other studies. When the dysfunction and treatment criteria were
dropped, an additional 22% of subjects were found to meet criteria for major depression
or dysthymia. Kashani et al. (1987) also report that additional psychiatric diagnoses were
high across all subjects studied, with all (100% ) of the depressed children qualifying for an
additional DSM-III diagnosis and 26% of the 77 children with no symptom of dysphoria
meeting criteria for DSM-III diagnoses. The high rate of unqualified depressive disorders
(30% ) together with the high prevalence of at least one other psychiatric diagnosis (42% )
suggests either that the sensitivity of the clinical raters was inordinately elevated in
identifying symptomatology in this study or that DSM-III criteria, as assessed by the DICA,
are overly liberal in identifying disorder in community studies.

Most reported research of depression prevalence in normal adolescents has relied on
self-report instruments. In the largest study to date, Kandel and Davies (1982) had 8206
14- to 18-year-olds complete a brief self-report depression inventory, derived from the
Symptom Checklist—90. They report that 18% of these subjects were “highly depressed.”

A number of studies have used the Beck Depression Inventory (BDI) to assess
depression. Albert and Beck (1975) studied 63 7th and 8th graders (ages 11-15 years)
using a shortened (13-item) form of the BDI. They found that 33.3% of subjects were
moderately depressed (scores of 8 and above) and 3.2% severely depressed. Among
studies that have used the complete 21-item BDI, Teri (1982) reports moderate depression
for 27% and severe depression for 5% of 568 14- to 17-year-olds; Reynolds (1983),
moderate and severe depression for 18% of 2875 13- to 18-year-olds; and Kaplan, Hong, and
Weinhold (1984), moderate depression for 7.3% and severe depression for an additional
1.3% of 385 11- to 18-year-olds. Thus, across these four BDI studies, rates of at least
moderate depression ranged from 8.6% to 36.5%.

Epidemiological studies have also provided information about mood regulation in
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adolescence. Kandel and Davies (1982) found that adolescents were significantly higher in
self-ratings of dysphoria than a matched sample of parents. For example, when asked,
“During the past year how often were you troubled by feeling unhappy, sad or depressed?,”
19.7% of adolescents reported that they were much bothered, compared to 6.5% of their
parents so reporting. Similar evidence has been discussed by Csikszentmihalyi and Larson
(1984). They report significantly greater variability in adolescent ratings of moods when
compared to adults, indicating that normal adolescents expressed a greater range and
frequency of both highs and lows than their adult counterparts. Thus, whereas Offer and
colleagues (Offer, 1969; Offer, Ostrov, & Howard, 1981) argued that traditional attitudes
exaggerated the stressful character of adolescence, the studies discussed above suggest
that the image Offer provides may have swung our view of adolescence too far in the
opposite direction.

The most robust sociodemographic correlate of depression identified in these studies
is evidence for greater rates of depression among females than among males, a pattern like
that seen in adults. Kashani et al. (1987) found that among depressed subjects, girls
outnumbered boys 5:1. Kandel and Davies (1982) and Reynolds (1983) also report
significant sex differences, as does Teri (1982). However, Albert and Beck (1975) and
Kaplan et al. (1984 ) found no sex difference. Their samples, however, included a sizeable
number of prepubertal children. Since it is assumed that hormonal changes at puberty may
well be related to the flip-flop in the sex ratio of depression, then mixing samples with
prepubertal and pubertal children would militate against finding sex differences. Never-
theless, when the prepubertal and adolescent data are combined, there is a clear emer-
gence of higher rates of mood disorder among females in adolescence.

As with studies of prepuberal children, most studies of adolescents have failed to
identify sociodemographic differences in depression on such variables as race, religion,
socioeconomic status, and parental education.

Again, as with prepubertal studies, those studies that have included a sufficiently large
age range to allow for meaningful assessment have failed to identify any age trends in terms
of prevalence or correlates of depression.

Clinical Populations. Prevalence rates in clinical samples of adolescents are
similar to those found for prepubertal psychiatric inpatients. For example, Robbins, Alessi,
Cook, Poznanski, and Yanchysyn (1982) reported a 27% and Strober, Green, and Carlson
(1981) an 18.7% rate of depressive disorder among adolescents in an inpatient psychiatric
setting. Thus, although the prevalence of depressive disorder appears to show a dramatic
increase in the normal population at puberty, the proportion of prepubertal and adolescent
children seen in psychiatric settings diagnosed as depressed does not appear to rise
appreciably.

Summary. Several points are of interest in summarizing across age groups. First,
children as young as 2.5 years have now been successfully assessed using adult diagnostic
criteria. Second, a clear age trend is evident in the prevalence of depression. Before the age
of 6, the disorder is extremely rare even in individuals assumed to be at high risk. This
rarity does not extend to the school-age years. Diagnostic studies that ruled out other
psychiatric disorders have established a roughly 2% prevalence rate for major depressive
disorders, while studies that assessed only the depressive syndrome report a depression
prevalence rate between 5.2% and 6.3% . Among adolescents, there is a dramatic increase
in reported depression as determined both diagnostically and through self-report mea-
sures. Although there clearly appear to be differences in the rates of expression of
depressive disorders and depressive symptomatology across the three age ranges re-
viewed, no evidence emerged to suggest age trends within these age groupings. The fact



that several study samples included subjects selected from a wide range of ages within
both prepubertal and adolescent studies would suggest that this lack of evidence is not a
sampling artifact.

Putting these two contradictory age-related findings together suggests a third major
point, namely, that shifts in prevalence of depression are not specifically age-related at all,
but are instead related to accelerated biological maturation at puberty. Several findings
support this hypothesis (i.e., the rapid increase in both suicide attempts and completions,
and the emergence of bipolar disorder following puberty, all of which are exceedingly rare
in the prepubertal years). Whether biological factors may account for the equally dramatic
jump in depression among school-age as compared to preschool children is less clear.
More likely, such factors as the greater self-awareness of school-age children, the cognitive
capacity to conceptualize, and the verbal ability to report symptoms, along with the
increased performance and social pressures they experience, account for this jump in
depression.

The fourth point of interest is the lack of clear sex difference and possibly greater
propensity for depression among males prior to puberty, with a clearly greater propensity
for depression among females after puberty.

Not apparent from the studies reviewed is whether there has been an increase in the
rate of depression diagnosis over time (i.e., cohort effects). Many studies reviewed mask
the possibility of secular trends in depression. There is convincing evidence now available
that a real, 3-fold, increase in adolescent suicide has occurred over the past 20 years, an
increase not attributable to greater sensitivity in case identification (Shaffer & Fisher,
1981). Given the assumed link between suicidal behavior and affective disorder, one might
assume that there has also been an increase in depression among youth. Klerman (1988)
reports data to suggest that the age of onset of depression and the prevalence of depression
among adolescents are greater among the postwar baby boom generation than among
prior generations. However, it is difficult to identify direct evidence in support of such a
hypothesis because of diagnostic confusion and incompleteness of records. Indeed,
evidence in support of such a hypothesis may merely reflect greater reporting of depres-
sion as assessment instruments and diagnostic criteria have become increasingly standard-
ized and accepted.

Epidemiology of Mania and Bipolar Disorders

Manic—depressive illness or bipolar disorder is much rarer in the general population
than major depressive disorders, with lifetime prevalence estimates of 0.4—1.2% according
to DSM-III-R. On the basis of retrospective study of adult bipolars, onset during adoles-
cence is not uncommon and appears to increase during the adolescent years (Carlson,
1983), although estimates of the rate of bipolar onset prior to age 18 have all been under
30% (Strober et al., 1988). Moreover, the appearance of bipolar illness before puberty
appears to be extremely rare if adult criteria are used. In an early review of the literature,
Anthony and Scott (1960) identified only three children described in the literature, all
age 11 years, who met their quite stringent criteria for manic—depressive psychosis. The
review of the literature by Carlson (1983) identified 14 cases described in the literature
(including those identified by Anthony and Scott), with 8 of these having onsets under the
age of 9 and 6 an onset between the ages of 9 and 12 years. Several additional case reports
of prepubertal bipolar illness have been reported since (e.g., Reiss, 1985; Sylvester, Burke,
McCauley, & Clark, 1984), with one study reporting a case of hypomania in a 4-year-old
(Poznanski, Israel, & Grossman, 1984 ). To date, no large-scale clinical studies have been
reported. An additional problem exists for the epidemiological study of bipolar illness in
children in that the diagnosis is quite difficult to make in this age group (Carlson, 1983).
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Given the low base rate of the disorder, true epidemiological study of bipolar disorder
would require study of very large samples in order to establish prevalence estimates. An
alternative approach is at-risk study.

In adolescence, bipolar disorder is easier to identify, although some diagnostic
confusion remains. For example, Carlson and Strober (1978), in their classic study,
reevaluated the diagnostic records of six early adolescents initially diagnosed as schizo-
phrenic and found that all were best diagnosed as manic—depressive. Recent epidemiologi-
cal study (Carlson & Kashani, 1988) reveals that mania symptoms occur more frequently
in adolescents than previously recognized. Of 150 randomly selected 14- to 16-year olds,
20 endorsed four or more manic items on the DICA.

Unanswered Issues in the Current Understanding of the
Phenomenology of Mood Disorders in Youth

Overview

We began this chapter by noting that an important historical change in attitude
toward the understanding of mood disorders in children and adolescents has occurred
during the past several decades. This change involved a move from denial that these
disorders occurred at all in childhood to the assumption that childhood and adult
expressions of mood disturbance referenced the same disorder. Along with this shift came
the development of standardized methods of assessment and diagnostic criteria that
facilitated empirical research. Although these measures represent an important first step, it
would be highly premature to regard methods of assessment as complete or to assume that
future diagnostic criteria will not need revision.

Research has certainly substantiated that children may be directly assessed for
depression and that depressed children can yield a phenomenological profile similar to
that of depressed adults. Epidemiological research indicates that cases of depression
may be identified in the community and that there are noteworthy shifts in the prevalence
of depression, with greater prevalence in the adolescent years.

To this point, we have left unchallenged the assumption that child and adult mood
disorders are equivalent. It is our contention that this assumption, i.e., that mood disorders
in childhood represent the same entities as their adult counterparts, is still not resolved.
Although many similarities have been identified, tantalizing differences also exist.

Studies that have specifically compared clinical phenomenology of major depressive
disorders across broad age groups (Kovacs & Gatsonis, 1989; Mitchell, McCauley, Burke, &
Moos, 1988; Ryan et al., 1987) and studies of changes in social—cognitive correlates of
childhood depression have reported few developmental differences. However, since these
studies have employed the known adult phenomenology as the starting point for their
investigations, it may be argued that they have thereby restricted the type of phenome-
nological profile that may emerge for youth.

Specific findings within the literature also raise questions. For example, if there is
continuity of disorders, then what is the significance of the negligible expression of mania
in prepubertal children? What is the significance of the common presence of high levels of
comorbidity among mood-disordered youth? And what are the implications of the related
observation that psychosocial impairments commonly do not abate following remission of
the affective symptomatology? Finally, why is there a lack of crisp response to antidepres-
sants among depressed children and adolescents? All these questions may be viewed as
challenges to the assumption of equivalence of mood disorders across the life span. In the
remainder of this chapter, we will examine some of these concerns in more detail.



The Basis of Evidence about Mood Disorder Phenomenology
in Youth

An important critique of the equivalence assumption, known as developmental
psychopathology (Rutter & Garmezy, 1983), has charged that developmental considera-
tions have been ignored in the evolution of the phenomenology of mood disorders in youth
(Cicchetti & Schneider-Rosen, 1984, 1986; Rutter et al., 1986). Researchers in this tradition
would argue that models of pathology have not been adequately linked to the emerging
understanding of normative development and have thereby missed how processes of
biological maturation and psychosocial development may mediate expressions of disorder.
Additionally, they argue that demands of assessment procedures are insensitive in varying
degrees to the cognitive and social facilities of children. Finally, developmental psycho-
pathology suggests that in identifying a mood disorder as a child’s problem, there is a
tendency in both diagnosis and remediation not to appreciate the broader developmental
system within which the mood disorder is situated and the impact that both the disorder
and its remediation have on other areas of functioning in the child’s development.

For these reasons, some researchers in this tradition have suggested that taxonomic
classifications should be derived empirically rather than rationally (Achenbach &
Edelbrock, 1984). For example, Achenbach and Edelbrock (1984 ) suggest that disorders of
childhood are better thought of in terms of “broad-band” (e.g., “externalizing” and
“internalizing”) rather than “narrow-band” disorders such as depression.

The Issue of Comorbidity

Rutter (1986 ) notes that the relationship between diagnostic entities and the extent of
concurrence or overlap between diagnoses has received insufficient attention. Study of
collateral diagnosis is important for gauging the clarity of boundaries between disorders
and for determining whether the identification of overlapping diagnoses proves useful for
the description of groups at risk. This study is particularly important for research on
depression, since many of the symptoms of depression, including dysphoria, may well
constitute symptoms of primarily nonaffective syndromes.

Extent of Comorbidity. Additional psychiatric disorders have been found to
commonly accompany depressions in childhood. For example, in an epidemiological
study of 792 11-year-olds (Anderson et al., 1987), 11 (79% ) of 14 children diagnosed as
depressed received an additional psychiatric diagnosis. In contrast, of 125 children with
nonaffective diagnoses, only 27% received an additional psychiatric diagnosis. Of those 11
depressed children who received an additional diagnosis, 8 received concurrent attention-
deficit disorder, anxious/phobic disorder, and conduct disorder/oppositional disorder
diagnoses, 2 anxious/phobic and conduct oppositional disorder diagnoses, and 1 conduct/
oppositional disorder. Thus, anxiety disorders were identified in 10 of the 14 depressed
children, conduct disorders in 11 of the 14, and attention-deficit disorder in 8 of the 14.
Additionally, 3 children were found to also suffer from dysthymic disorder.

Kashani et al. (1987) report similarly high levels of comorbidity in their community
study of adolescent depression. All 12 depressed children in their study had at least one
additional diagnosis, with anxiety disorder in 75% , oppositional disorder in 50% , conduct
disorder in 33% , alcohol abuse in 25% , and drug abuse in 25% . In addition, single cases of
mania, attention-deficit disorder, and enuresis were also identified. Of the 12 depressions, 7
were major depressions, and all of these also had a coexisting dysthymia. Thus, com-
orbidity is extremely common among both prepubertal and adolescent depressed chil-
dren identified in the community.
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High rates of comorbidity have also been identified in clinically based studies of
depressed children, although the rates of diagnoses have shown greater variability than
in the two community studies reviewed above. This variation may reflect the greater
diagnostic precision made possible in the clinical situation, where assessments are not
confined to one-time interviews. Thus, Marriage, Fine, Moretti, and Haley (1986) found
that among 60 children referred for depression, 33 were diagnosed with affective dis-
orders. Of these, 33% were pure major depressive disorders and 33% pure dysthymic
disorders. The remaining third had concurrent conduct disorders, with 10 of these 11
meeting criteria for dysthymic disorders. Identification of this high percentage of pure
depressive disorders (67% ) and the lack of additional diagnoses other than conduct
disorder is the exception rather than the rule in clinical research studies.

Kovacs et al. (1984a) found that 79% of subjects with a major depressive disorder had
other Axis I diagnoses. The most common were dysthymic disorder (38% ), anxiety
disorder (33% ), and conduct disorder (7% ). Of subjects with a dysthymic disorder, 93%
had other Axis I diagnoses, with a superimposed major depressive disorder most common
(57% ), followed by anxiety disorder (36% ), attention-deficit disorder (14% ), and conduct
disorder (11% ). The presence of either, any, or specific concurrent diagnoses failed to
show a difference in the duration of the depressive episode (Kovacs et al,, 1984a) and
neither increased nor decreased the probability of the recurrence of a depressive episode
(Kovacs et al., 1984b ). However, the small sample sizes in this research limit the confidence
that may be placed in these later findings.

Mitchell et al. (1988) also report high rates of comorbidity in their study of the
phenomenology of depression in children and adolescents. Coexisting disorder was
identified in 89% of the prepubertal children and 86% of the adolescents in their study. No
differences were identified between children and adolescents in the prevalence of coexist-
ing disorders, although conduct disorders, which were equally common in children (16% )
and adolescents (14% ), did show differences between age groups according to the child’s
gender. Conduct disorders were found only among prepubertal males (26% ), whereas
they were roughly equally common among adolescent males (10% ) and females (17% ). By
far the most commonly identified coexisting diagnoses were anxiety disorders, and these
were found to be related to higher depression-severity scores.

Consistent with epidemiological studies, these clinical studies all found high rates of
comorbidity among depressed children. However, these studies do not indicate whether
these high rates of comorbidity are in fact specific to depression. One recent clinical study
that has made such a comparison found, in contrast to epidemiological findings, that the
extent of psychiatric comorbidity in depressed children did not differ from that in children
with other psychiatric diagnoses (Alessi & Magen, 1988).

Anxiety Disorder and Mood Disorders. Several studies have specifically investi-
gated the relationship between anxiety and mood disorders. For example, Puig-Antich and
Rabinovich (1985) report that most of the depressed children in their study presented
with anxiety symptoms. However, anxiety symptoms were no more prevalent in a
depressed group of 80 children compared with a psychiatric nondepressed group of 43
children. In assessing family history data, they found no difference in the expression of
major depressive disorder or mania among nondepressed children with a diagnosis of
separation anxiety compared with children diagnosed with major depressive disorder. The
presence of anxiety disorder in a depressed child does not result in differential prediction
of treatment response to imipramine nor a psychobiological profile (e.g., sleep architec-
ture) that is different from a child without anxiety disorder. Mood disorders among
parents may predispose children to separation anxiety disorder, which may itself be a
precursor to depressive disorder.

Hershberg, Carlson, Cantwell, and Strober (1982 ) also report on the relation between



anxiety and depression for a sample of 102 psychiatrically ill children and adolescents.
They found high levels of anxiety among the depressed children in this sample, a pattern
that is similar to what has been reported for adult depressives. In contrast, low levels of
depression were found among the anxiety-disordered children in the sample. (Of note,
anxiety disorders showed less similarity to adult anxiety disorders than did depressive
disorders.) Evidence for depressive disorders among relatives was comparable in both
groups; however, only anxiety disorders had a family history of anxiety disorder and only
depressed had family history of bipolar illness and schizoaffective illness.

Substance Abuse and Mood Disorders. An issue of particular interest in adoles-
cence is the relation of alcohol and drug use with depression. Deykin et al. (1987) studied
the interrelation of these factors and found that both alcohol and substance abuse were
associated with major depressive disorder, with alcohol abuse specific to major depressive
disorder but substance abuse related to other psychiatric disorders as well. When these
disorders overlapped, the onset of major depressive disorder almost always preceded that
of alcohol and substance abuse. Hence, alcohol and substance abuse may initially represent
efforts at self-medication. A similar conclusion has been offered by Paton, Kessler, and
Kandel (1977), who studied the relation between depressive mood and illegal drug use.
Two findings stand out. First, depressed mood was found to be an important predictor of
illicit drug use, other than marijuana use, among adolescents who had already experi-
mented with marijuana. Second, in longitudinal study, these workers found a decrease in
depressed mood over time among depressed users who continued drug use and an
increase in depressed mood among the depressed users who stopped using drugs. As with
the Deykin study, this study also suggests the possibility that drug abuse is at first an
attempt at self-medication to relieve depressive states. Clearly, longitudinal research of
depressed children is warranted to ascertain the vulnerability of these children to other
disorders, particularly alcohol and substance abuse.

Summary. The issue of comorbidity represents a central theoretical concern for
defining the phenomenology of mood disorders, particularly depression, in youth. Puig-
Antich et al. (1989) note that “the search for ‘pure’ (i.e., noncomorbid) forms of very early
onset of affective illness may be a futile undertaking, as comorbidity may be an intrinsic
characteristic of children with major affective illness and their families.” While this may
be so, this position retains the assumption that affective or mood disorders in youth are at
their core phenomenologically equivalent to adult disorders. It is possible that high rates of
comorbidity seriously compromise this assumption. Thus, it would seem necessary for
research to forswear the assumption of equivalence and to provide clarification of the
general nosology of childhood psychopathology, through studies of longitudinal course
and of differential risks associated with such pathology, as well as study of treatment-
response patterns.

Psychopharmacological Treatment

Successful pharmacological management of affectively disordered adults has repre-
sented one of the more notable accomplishments of modern psychiatry. The assumed
similarity in the phenomenology of mood disorders across the life span has led to the
increased adoption of pharmacological treatment strategies in children and adolescents,
including the antidepressants, lithium carbonate, and monoamine oxidase inhibitors.
Interestingly, relative to children, psychopharmacological research on adolescents has
been particularly neglected (Campbell & Spencer, 1988). This section examines the
efficacy of antidepressant treatment of depressed children and adolescents as a further
issue of relevance for defining the phenomenology of mood disorders in youth.
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Clinical Efficacy of Antidepressant Medication. The clinical efficacy of anti-
depressants in the treatment of depressed children and adolescents has been reported
anecdotally in case reports, and in open trials (e.g., Brumbach, Schmidt-Dietz, & Weinberg,
1977). The strongest substantiation of clinical efficacy has come from studies of dose/
plasma levels in prepubertal children, with the most favorable treatment outcomes
occurring when dose/plasma levels fell in the same therapeutic range as reported for adults
(e.g., Geller, Cooper, Chestnut, Anker, & Schulter, 1986; Preskorn, Weller, & Weller, 1982;
Preskorn, Weller, Weller, & Glotzbach, 1983; Puig-Antich et al., 1987). For adolescents,
however, Ryan et al. (1986) found no relation between drug plasma level and clinical
response.

In contrast, data from controlled double-blind studies have been inconclusive for both
children and adolescents. Whereas a small sample study (Preskorn, Weller, Hughes, Weller,
& Bolte, 1987) found imipramine to be effective in the treatment of children with major
affective disorder, two other small sample studies, one of children (Kashani, Shekim, &
Reid, 1984) and one of adolescents (Kramer & Fieguine, 1981), showed no benefits of
treatment. In the largest controlled study reported to date of the clinical efficacy of
antidepressant treatment of prepubertal children, Puig-Antich et al. (1987) report no
difference between actively treated and control groups. Positive response was seen in 56%
of the imipramine-treated children and in 68% of the control subjects! Finally, the most
methodologically sophisticated double-blind placebo-controlled study to date, which
included a fixed plasma level and placebo washout period in the design, failed to establish
any difference between active and placebo response (Geller, Cooper, McCombs, Graham,
& Wells, 1989).

Summary. Psychopharmacological interventions with children and adolescents
lack convincing evidence of the same effectiveness as reported in adults. The failure to
obtain evidence for the clinical efficacy of antidepressants brings further into question the
assumption of equivalence of mood disorders across the life span. Even successes in open
trials raise questions. For example, Puig-Antich et al. (1985a,b) have demonstrated that
children whose affective symptoms improve with antidepressant treatment nevertheless
continue to experience impaired psychosocial functioning. This finding clearly suggests
broadening the conceptualization of the phenomenology of mood disorders as currently
described by DSM-IV.

Conclusions

Childhood mood disorders are now recognized as valid clinical entities. Although the
clinical pattern presents many parallels to adult mood disorders, with some children
showing the anlage of adult mood disorders, the clinical picture is not as well defined and
shows clear differences from adults. In bipolar disorders, the illness shifts from vague
clinical presentation prepubertally to more psychotic, more visible manic episodes after
puberty. Depression in children is less severe prepubertally than in adolescence, and
psychosocial factors are more easily identified.

Two issues, treatment response and psychiatric comorbidity, underscore the differ-
ences between childhood and adult mood disorders. Given the many clinical similarities
between children and adults, the lack of response of prepubertal children to antidepres-
sants is troubling. Too little is known about adolescents to comment. Whether in children
this is due to difference in disease state or a different biological mechanism in young
organisms is unknown. The issue of comorbidity is a difficult one and will not likely be
resolved by research on depression alone. To some extent, comorbidity is a reflection



of the general fuzziness of diagnostic nomenclature in children—an area that has vastly
improved over the last two decades but is still more difficult than in adult nosology.

The etiology of these disorders has been only partly explored, with both biological
and psychosocial factors uncovered. The typical clinical case is rarely definable in terms of
either biological or psychosocial etiology. Thus, treatment often involves the introduction
of multimodal approaches. Future studies of childhood and adolescent mood disorders
need to further study the etiology of these disorders, clarify initial patterns in childhood,
explore protective environments, study the forms of impact on development, and define
guidelines for diagnosis and treatment.

The search for appropriate treatment strategies should also be broadened to con-
sider a much-neglected topic, namely, the potential long-term side effects of treatment.
This is particularly important in the use of psychopharmacological agents with children.
Although acute biological side effects are well known, the possibility of delayed effects has
been largely unexplored. A neglected concern is the potential impact of medication on
cortical and cognitive development and, experientially, of bypassing normal development.
For example, lithium has been felt to be a benign drug with minor side effects. Yet Carlson,
Rapport, and Kelly (1992) recently reported effects of cognitive dulling during lithium
therapy measured in terms of a lowered performance on a computerized paired-associate
learning task and a computerized performance task. Studies of such effects for other
psychopharmacological agents ought to be encouraged.

The fact that depressed children can be diagnosed using adult criteria does not really
address the issue of whether they are the same entities in children and adults and also
whether adult criteria are sufficiently defined for the diagnosis of children. In the future,
we need to focus both on the effect of development on depression and on the effect of
depression on development.
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Adolescent Bipolar Disorder

Pbenomenology and Treatment Implications

Gabrielle A. Carlson

Introduction

Manic—Depressive Illness, or Bipolar Disorder as it has been designated since DSM-IIT
(American Psychiatric Association, 1980), has captured the interest of clinicians and
nonclinicians virtually since the beginning of recorded history. It is at once fascinating and
almost inconceivable that an illness could render its sufferer so maniacal one moment, so
depressed and immobile the next, and so absolutely normal the third. While its recurrent
nature and protean manifestations were recognized intermittently over the centuries,
Kraepelin (1921) was the first person to systematically and prospectively study hundreds
of people afflicted in such a way that patterns could be observed in terms of symptom
cluster, periodicity, and mood oscillation. Although replicated, the many individual and
committee hours spent on the task have not significantly improved on his work.
Despite the mention by Kraepelin (1921) of a 6-year-old manic—depressive child,
and an onset of disorder in many by late adolescence, it took several decades for interest in
juvenile manic—depression to surface. A volume of The Nervous Child published in 1952
was first devoted to the subject of juvenile manic—depressive psychosis, and some of the
definitional issues presented reflect some of the same diagnostic uncertainties still extant.
The next noteworthy advance was a paper by Anthony and Scott (1960 ) that helped clarify
two important definitions. First, these workers emphasized the importance of distinguish-
ing between children and adolescents; second, they required the diagnosis to contain both
poles of the disorder, mania and depression. This was at a time when manic—depression
was defined by recurrence of depression but not necessarily by both mania and depression.
Juvenile manic—depression was still considered a rarity, however. It took the promulgation
of antidepressant and mood-stabilizing medication to stimulate a real interest in the
disorder. At that point, it became more than an academic exercise to correctly classify
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psychiatric disorders in young people. Even so, there remained a prevailing notion that
manic—depressive psychosis/illness was very rare in childhood.

Part of the reason for the alleged rarity had to do with whether, by “childhood,” one
meant young children or adolescents. Anecdotal reports of “children” with manic—
depression increased with the chronological age of the child, but until Anthony and Scott
(1960) wrote their important review, the age boundary was blurred. Another misconcep-
tion had to do with the term “psychosis.” The endogenous (i.e., without obvious cause),
episodic, often psychotic dimensions of manic—depression without ultimate deteriora-
tion were part of the concept “manic—depressive psychosis.” According to Kraepelin
(1921) and his successors for the next several decades, it was not necessary to have a manic
episode to be manic—depressive. As Goodwin and Jamison (1990) point out, it was
endogenous depressions that Leonhard in 1957 divided into “unipolar” and “bipolar”
subtypes. This was subsequently confirmed by both Angst and Perris in 1966, using family
history information to determine that the presence or absence of mania may make a
difference in the person’s overall illness course. It was thus endogenous depressions that
were felt to be very uncommon in children and even adolescents (for further discussion,
see Carlson and Garber, 1986). This point has been lost in the gentrification of manic—
depressive insanity to manic—depressive illness to affective disorder with unipolar and
bipolar subtypes to mood disorder.

The usual explanation given for the lack of recognition of juvenile bipolar disorder has
been that clinicians were blinded by the prevailing psychoanalytical conceptualization
that children (including adolescents ) have insufficiently developed superegos. That is, the
hostility and rage directed against internalized objects that have disappointed or aban-
doned the subject do not yet produce guilt and resultant depression and its defense, mania.
It is hard to believe that this view, relatively esoteric and idiosyncratic (to the United
States), should account for a worldwide dearth of interest in and identification of juvenile
manic—depression for so many years. Differences between diagnostic practices in the
United States and Great Britain, for instance, that produced such differences in diagnosis of
schizophrenia and manic—depression (Cooper et al, 1972) do not help us with the
underidentification of juvenile manic—depression. The European depression literature,
less influenced by psychoanalytical and Meyerian tradition that supposedly led us astray
for so long, does not report vastly different numbers of juvenile manic—depressives.

Carlson and Strober (1978, 1979) have reported elsewhere that a number of biases
keep clinicians from recognizing the implications of their patients’ symptoms and behavior.
First, it is easy to attribute low spells and high spells to the behavioral vicissitudes of
adolescence or to the numerous psychosocial changes they may be experiencing. Thus, in
mild cases, adjustment disorders are frequently diagnosed. In extreme cases, where the
adolescent is raving and psychotic, schizophrenia has been the diagnosis most frequently
made. These diagnostic problems will be discussed at greater length later in this chapter.
However, it is curious that there has been a bias against recognizing a disorder that has, in
many cases, an onset in adolescence.

In reality, the inconsistency between the fact that bipolar disorder has its onset in
adolescence and that bipolar disorder was considered almost nonexistent in adolescents,
may have to do with the time lag between symptom onset and an episode of severity
sufficient to require treatment. In data derived from studies of the Old Order Amish,
Blumenthal, Egeland, Sharpe, Nee, and Endicott (1987) report that the median age of
onset for Bipolar I patients varied by 11 years from first noticeable symptoms (age 14.7) to
first hospitalization (age 25.8), with age at both first Research Diagnostic Criteria (RDC)
major affective disorder and first treatment being about age 22. McGlashan (1988 ) reports
similar findings in adolescent-onset mania. There were about 5 years between first
symptoms (mean age 16 * 3) and first hospitalization (mean age 21 * 6); the time span
between first symptoms and first hospitalization in adult-onset patients, interestingly, was



less (mean ages 30 = 9 and 32 * 10, respectively ). Note that the use of means rather than
medians captures the fact that the long age of risk artificially inflates means compared to
medians. This strongly suggests that (1) fully symptomatic bipolar disorder may be less
common in adolescence and (2) the time span to full symptoms in early-onset patients is
longer than for adults. The latter interpretation is further supported by data that reveal
shortening of cycle length (i.e., time between episodes) with increasing age and age of
onset (see the review in Goodwin & Jamison, 1990, p. 135). Although data from Carlson,
Davenport, and Jamison (1977) and from McGlashan (1988) do not find significant
differences in outcome between adolescent- and adult-onset bipolar patients, onset in both
studies was symptom, not treatment, onset. A question of particular interest is the
prognostic significance of becoming treatably psychiatrically ill and bospitalized (i.e.,
variables usually measured in studies) with bipolar depression or mania early. Additionally
worth knowing is whether and under what circumstances these fully symptomatic
adolescents have had a prepubertal prodrome because of the long onset time as opposed to
an unusually short cycle or time to full episode. Whereas the original observation was that
manic—depression was rare in childhood and adolescence, the answer may simply be that,
like many other illnesses, it takes a while to get going and reach its fully recognized state.
Juvenile bipolar disorder was understudied because adult psychiatric institutions and
studies rarely include patients below age 18 and virtually never include those below
age 15. Adolescents with endogenous/psychotic disorders occurring below age 15 were
and are sufficiently uncommon to require a concerted effort to obtain adequate samples to
study.

Bipolar Disorder—Clinical Aspects

Classic bipolar disorder is not difficult for the clinician to recognize, but diagnostic
acumen is important in less fully developed cases and in atypical cases, i.e., the ones most
likely to occur in young people. Clinicians working only with children and young
adolescents, who have not had fairly extensive exposure to “classic” phenomenology, are
at a disadvantage in diagnosing the disorder. The reason is both that they have had limited
experience with classic cases and that they are forced to deal with more complicated,
developmentally confounded, early cases. Their adult-oriented colleagues cannot help
much because their grounding in development and psychopathology in children is also
lacking. Although the DSM criteria help to operationalize the clinical picture, they do not
begin to substitute for seeing patients with the disorder. Since we did not evolve a clinical
picture of juvenile bipolar disorder from hundreds of cases followed longitudinally as
Kraepelin and his contemporaries did, we are forced to apply adult criteria to identify
youngsters who have disorders similar to those of adults. Unfortunately, we are at risk of
developing the ludicrous situation of having increasing numbers of children “meeting
criteria” out of the context from which the criteria were developed.

Age of Onset

As mentioned above, there is a considerable discrepancy between the age of onset of
first affective symptoms and the age of onset of either first treatment or first psychiatric
hospitalization. When the latter is the criterion, the mean age of onset for bipolar disorder
is about age 28; the median age is lower, however, and probably the more important
number. The reason for the difference, as mentioned earlier, is that the age of risk to
development of the disorder continues into senescence and thus raises the mean age. The
older literature, as cited by Angst (1988), reports percentage onsets under age 20 in a
similar range [Mendel (1881), 19% ; Kraepelin (1921), 33% ; Wertham (1919), 20% ]. This
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has been substantiated in recent literature [e.g, Baron et al, 1983, 11%; Loranger and
Levine (1978), 20%; Joyce (1984), 42% ). Akiskal, Djenderedjian, Rosenthal, and Khani
(1977) reported that 60% of cyclothymes had their onset by age 25. What is particularly
relevant to youth, however, is that there are strong correlates with family history. Thus,
both Angst (1988) and Weissman, Warner, Wickramaratne, and Prusoff (1988) found that
those with early-onset major depressive and bipolar disorder had family members with
early onset. Similarly, Strober et al. (1988) found the highest rates of positive family
histories in adolescent bipolars with prepubertal psychopathology.

Dpe of Onset and Change of Diagnosis

What is the prognostic significance of the type of onset, manic or depressive, in
bipolar disorder? When a young person presents with a first episode of obvious mania, it is
highly likely that further episodes will follow. Though it is difficult to predict time to
recurrence, the course of bipolar disorder is quite certain. More problematic is the young
person who presents with a depressive episode. Depending on the age of the patient, the
number of episodes already experienced, and the length of follow-up, the diagnosis will
change fro unipolar to bipolar in between 4% and 33% of cases (Angst, 1988). In
adolescents, the rate of diagnostic change is about 20% over about a 4-year period (Akiskal
et al,, 1985a; Strober and Carlson, 1982; Strober, Lampert, Schmidt, & Morrell, 1993).
There is some suggestion that this rate may hold for older preadolescents as well (Kovacs
and Gatsonis, 1989; Asarnow, personal communication, April 17, 1991).

Since, in childhood and adolescence, one is invariably dealing with first onset,
accurate prediction of a bipolar course when a young person appears with a serious
depression is difficult. Strober and Carlson (1982) originally reported that the best
predictors to bipolar course in hospitalized adolescents with major depression were acute
onset, hypomanic response to an antidepressant medication, strong family history of major
depression/bipolar disorder, and psychotic symptoms (see Table 1). Strober et al. (1993)
have recently replicated these findings insofar as 28% of adolescents with psychotic
depressions went on to have subsequent manic episodes and none of the nonpsychotic

Table 1. Significant Schedule for Affective Disorders and Schizophrenia Intake
Ratings of Depression in Bipolar and Nonbipolar Adolescents®

Bipolar (N = 12)  Nonbipolar (N = 48)

Item (range) Mean (SD) Mean (SD) t p
Duration of onset (1 = acute; 4.94 (0.81) 6.02 (0.96) 3.60 0.001
9 = insidious)
Depressed mood (1-7) 5.94 (1.02) 5.08 (1.13) 2.38 0.02
Self-reproach (1-6) 4.98 (0.99) 4.18 (1.13) 2.22 0.05
Suicidal tendencies (1-7) 3.69 (0.91) 4.37 (0.96) 227 0.05
Weight gain (1-6) 1.24 (0.46) 1.77 (0.79) 221 0.05
Bodily concerns (1-6) 4.18 (0.94) 3.24 (1.06) 285 0.01
Diminished concentration 4.67 (0.76) 3.98 (0.88) 2.46 0.02
(1-6)
Irritability (1-6) 3.37 (0.92) 412 (1.12) 2.34 0.05
Retardation (1-6) 4.44 (0.80) 3.29 (1.11) 323 0.01
Self-pity (1-6) 2.21 (0.72) 2.78 (0.79) 237 0.02
Demandingness (1-6) 1.86 (0.67) 2.55 (0.78) 2.87 0.01
Psychosis present: delusions or 75% 6% Fisher’s exact  0.000
hallucinations (% ) test

“From Strober and Carlson (1982).



depressives did. Of additional import is that studies of patients with first episodes of
psychosis in young people report similar findings. For instance, Brockington, Helzer,
Hillier, and Francis (1982), in a study of hospitalized psychotic patients, found that 6 of 11
patients with mood-congruent psychotic symptoms during their depressive episodes went
on to have a manic—depressive course during a 6-year follow-up. This finding was not true
of those with mood-incongruent psychotic symptoms. However, in the Vancouver, British
Columbia, study of first episodes of psychosis, Beiser, Iacono, and Erickson (1989) found
that DSM-III diagnosis of major depression predicted a 14% bipolar switch by 9 months
and a 20% bipolar switch by 18 months. [This risk for “switching” into mania may occur
differentially in younger age samples with first episodes. In a 1-year follow-up of 92
psychotically depressed adults with a mean age at interview of 42, only 3% became manic
according to Johnson, Horvath, and Weissman (1991).] Beiser and colleagues make the
point that the temporal precedence of affective psychopathology to psychotic symptoms
was a better predictor of bipolar and affective course than mood congruence of
symptoms. In other words, if there are clear depressive symptoms before the onset of
psychosis, the prognostic significance for an affective-disorder course is greater than the
level or severity of either affective or psychotic symptoms during the nadir of the episode.
This is essentially the same observation made by Carlson and Goodwin (1973 ) in reporting
the sequence of manic symptoms and psychosis during a manic episode. The diagnostic
confusion with schizophrenia will be discussed in another part of this chapter.

Duration of Episodes

Most studies of episode length have compared unipolar with bipolar depressions. One
must turn to the older literature to discern the natural duration of episodes not compli-
cated by treatment. Basically, bipolar episodes are shorter, averaging between 4 and 6
months untreated. There is wide variability, however. As cited by Angst (1988), Huhn and
Pauly found 75% of adolescents to have recovered by 6 months. Data from Strober’s sample
of hospitalized depressed adolescents specifically selected to have uncomplicated, pri-
mary affective disorder by RDC criteria suggest that the duration of adolescent depressive
episodes may be longer than that of adult episodes (Strober et al,, 1994). His findings were
compared with those from the National Institute of Mental Health Collaborative depres-
sion study (Keller, Shapiro, Lavori, & Wolfe, 1982), which admittedly had a more hetero-
geneous population of depressed adults. However, for adolescents, the 3- to 4-month (16-
week) recovery rate (from time of hospital admission) was 17%, the 6-month (28-week)
recovery rate was 62% , and the 1-year recovery rate was 81% . These rates compared with
63%,69% ,and 74% for adults, respectively. Thus, ultimate recovery rates were the same,
but it took adolescents longer to get there. There was no significant difference in episode
duration in Strober’s psychotic (and thus more likely bipolar) depressives. What is more
discouraging about these findings is that Strober’s sample was a treated sample; nonethe-
less, episode duration was similar to that of untreated depressed samples.

Recovery Rates and Cycle Length

When Kraepelin (1921) originally wrote that manic—depressive psychosis had a good
prognosis for recovery (in contrast to dementia praecox), he was addressing recovery
from an episode rather than remaining symptom-free forever. In fact, recovery from a first
episode of bipolar disorder is remarkably high, though, as noted above, it may not occur
quickly. Kraepelin reports of patients remaining severely manic or depressed for decades
and then spontaneously remitting. Of relevance to the study of adolescent-onset bipolar
disorder is the observation that cycle lengths decrease with time. Thus, the average time
between the start of the first episode and the start of the second is about 5 years. This time
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shortens with subsequent episodes and is shorter in patients with a later age of onset (for a
review, see Goodwin & Jamison, 1990). On the other hand, in any given patient, there
appears to be considerable consistency of episode length from episode to episode (Angst,
1988).

With regard to recovery, there is a distinction between symptomatic recovery and
social recovery, rates of the former being higher than rates of the latter. Reviewing a large
number of long-term follow-up studies, Goodwin and Jamison (1990, pp. 149—-150) found
that approximately 60% of patients ultimately show a return to premorbid levels of
functioning. This return may not be immediately apparent and improves with time after
symptomatic recovery, as it takes time to recover from the consequences of an episode. If
one defines chronicity as continuous criteria for an episode for 2 years or more, rates of
between 10% and 25% are generally given. “Recovery,” defined as 5 years without
symptoms, is also low, however (23% ), attesting to the number of recurrences of the
disorder. Over the shorter term, many patients suffer high rates of enduring symptoms
(Harrow, Goldberg, Grossman, & Meltzer, 1990). It is difficult to make an intelligent
statement about the number of episodes likely to occur over a person’s lifetime, since data
addressing this question depend on how long a follow-up has been executed. In those
studies in which follow-up exceeds 25 years, single episodes are rare (0-8% ), 10—-30% of
patients will escape with 2 or 3 episodes, 25-50% of patients will have 7 or more episodes
(Goodwin & Jamison, 1990, p. 133).

There have been a number of longitudinal follow-up studies of early-onset bipolar
patients (Annesley, 1961; Carlson et al., 1977; Landolt, 1957; McGlashan, 1988; Olsen, 1961;
Welner, Welner, & Fishman, 1979; Werry, McClellan, & Chard, 1991). Only three (Carlson
et al.,, 1977; Coryell and Norten, 1980; McGlashan, 1988) directly compared findings to
adults in the same sample. Coryell and Norten (1980) found that over 8.4 years, adolescent
bipolars spent 12.6% of time in hospital compared to adults 9.4%. Carlson et al. (1977)
reported that of the 28 adolescent-onset patients studied, 60% had good social outcomes
(though they might have had recurrences) and had a mean episode frequency per year of
0.38. This finding was not different from that for those patients with onsets over age 45.
The findings of McGlashan (1988) were similar. In general, these studies conclude that
bipolar disorder is not benign, but that symptom onset prior to adulthood does not
necessarily doom the patient to a worse outcome. Factors associated with a worse outcome
have more to do with poor intermorbid functioning. Such poor functioning may occur
because of either personality disorder (Kutcher, Marton, & Korenblum, 1990) or co-
occurring psychiatric disorders such as substance abuse (Black, Winokur, Bell, Nasrallah,
& Hulbert, 1988).

Clinical Picture

Although the phenomenology of depression and the current state of its nosology have
been discussed elsewhere in this volume, there are certain symptoms, somewhat more
typical of bipolar depressions, that deserve emphasis. First, although depressed mood
is the sine qua non of depressive disorders, patients with bipolar depressions do not always
describe or even recognize themselves as depressed. In that respect, the DSM-III criterion
of dysphoria is more accurate. Those afflicted feel indescribably dreadful. However, they
feel that depression is something one feels about a circumstance and that it is in a
somewhat normal realm of experience. They do not necessarily liken their incomprehen-
sible mood to anything anyone has ever experienced. This completely apathetic state and
dulling of all feelings is what is mistaken for a “flat” affect and is sometimes confused with
schizophrenia. DSM-III (American Psychiatric Association, 1980) tried to capture this
experience in its melancholic descriptor, “distinct quality of depressed mood i.e. different
from the feeling following the death of a loved one.” DSM-III-R (American Psychiatric



Association, 1987) replaced this criterion with “lack of reactivity to usually pleasurable
stimuli.” While this mood state is not invariably present in bipolar depressions, its
appearance is more common to bipolar than to unipolar depressions.

Other symptoms and behaviors consistent with a slowed, vegetative state are seen in
bipolar depressions, too. Slowed mentation impairs the ability to concentrate and, in some
cases, appears as a foggy, confused state. In the elderly, it contributes to a diagnostic
confusion with dementia. In adolescents, this symptom is responsible for precipitous
drops in grades in previously good students and for sudden antisocial cutting of classes
because the work is so hopelessly impossible to concentrate on and execute. Slowed
physical behavior manifests itself in hypersomnia (including napping), slowed, monoto-
nous speech, lack of spontaneous speech, and long latencies of response.

Psychotic symptoms (hallucinations and delusions) are not infrequent in bipolar
depressions. For instance, Winokur, Clayton, and Reich (1969) reported that 33% of
depressed bipolar patients had delusions; 6% had auditory hallucinations. The prognostic
significance of psychotic symptom content (mood congruency), intensity, and relationship
to affective symptoms is unresolved. DSM-IV draft (American Psychiatric Association,
1991) states that

the presence of psychotic symptoms predicts severity but is not synonymous with
it. Psychotic depression predicts a relatively poor prognosis compared with
nonpsychotic depression, including more chronicity, hospitalization, episodes,
impairment and perhaps suicide risk. . . . Individuals diagnosed with psychotic
mood disorder [this includes manic episodes] are more likely to develop psychotic
symptoms during recurrences and often maintain the particular content of their
delusions across episodes.

This issue is particularly salient in adolescents with depressive episodes, since they have a
much higher frequency of psychotic symptoms. For instance, Carlson and Strober (1979)
found that 66% of bipolar depressed adolescents had delusions and 50% had hallucina-
tions. Rosen, Rosenthal, Van Dusen, Dunner, and Fieve (1983) found that 62% of 13
adolescent-onset bipolar patients had three or more psychotic symptoms “sometime in the
course of their illness” (it was not clear in the study report whether the symptoms were
manic or depressed). This is in contrast to patients over age 30, with 28% having three or
more psychotic symptoms, and over age 40, who, when they had psychotic symptoms, had
only one or two. As mentioned earlier, Strober et al. (1993) describe the 2-year course
of 58 depressed (by RDC criteria) (Spitzer, Endicott, & Robins, 1978) hospitalized
adolescents of whom 18 (31% ) were psychotic. A comparison with the nonpsychotic
depressives revealed significantly greater severity, and more psychosocial impairment at 6
months but not by 24 months (by which time 89% had recovered and 90% of the
nonpsychotic depressives had recovered). Of the 18, 5 (27.7% ) had “switched” polarity
(none of the nonpsychotics “switched”). Of these, 5 became manic on the heels of their
depressive episode, and 3 developed a manic or hypomanic episode after recovery from
the index depression. Given the consistency of this finding with other reports of first
episodes of psychosis (see above), the implications of psychotic symptoms during initial
depressive episodes of younger patients, and especially early-onset patients, may therefore
be somewhat different from those for older patients.

Mania

Duration

Keeping in mind that mania usually occurs in episodes, and therefore has an onset and
offset, in its fully developed state it is clearly different from the patient’s usual state of being.
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Between DSM-III, -III-R, and -1V, there have been alterations in duration needed to qualify
for an “episode.” While 7 days is the DSM-III criterion, there is nothing sacred about 1
week, and it defies common sense not to “count” an otherwise clear episode that, for some
reason, lasts only 6 days. Not specifying duration, however, has artificially increased the
rates of mania to the point of unbelievability. Thus, using information from a structured-
interview assessment of nonpsychiatrically referred 14- to 16-year-olds, Carlson and
Kashani (1988) found that 13% of the sample endorsed enough “manic symptoms” to meet
criteria for mania if duration was not clearly defined. Classically, manic episodes last
several weeks to several months. The histories described by patients with fully developed
bipolar disorder, however, indicate that early in their course, there were brief (days)
episodes of mania or hypomania. Drug-induced manic and hypomanic episodes are often
brief as well. The diagnostic significance of these episodes, however, is much clearer
retrospectively than they are prospectively.

Clinical Picture

While an acute manic episode is unmistakable, the boundaries between optimistic or
emotionally labile temperament and mild mania (hypomania) and severe, psychotic,
disorganized mania and schizophrenia are fuzzier (Carlson, 1984, 1990). Carlson and
Goodwin (1973) conceptualized mania as having “stages” In Stage I (hypomania),
characteristic symptoms are present, but impairment is equivocal or mild; in Stage II,
mania is clearly symptomatic and incapacitating; Stage III is characterized by a severe,
psychotic, sometimes dysphoric state. In each state, the various components of mood,
cognition, and activity level increase in velocity. While one can often delineate “stages,”
the boundaries between them, again, are nebulous. One can occasionally state a precise
day on which an episode began or ended; more often, however, one knows only that it was
not present before or after a particular time frame. Most important is the distinction
between manic symptoms and the person’s premorbid personality. As noted in DSM-IV,
“the episode is associated with an unequivocal change in functioning that is uncharacteris-
tic of the person when not depressed.” For people with a normally tempestuous life-style,
or in adolescents with a preexisting externalizing disorder, the identification of an episode
becomes very difficult.

Symptoms. While severity of disorder is problematic in distinguishing mania at
both ends of the severity range, developmental issues pose an additional confound in
making a diagnosis of hypomania and mania. Elation, euphoria, and a sense of beatific well-
being are the mood states associated with mania. This feeling is quickly reduced to anger
and hostility, however, when the person is impeded. Many patients have depressive
feelings simultaneously such that they are easily reduced to tears or, in more serious mania,
are clearly quite dysphoric and frightened at times. The statements and metaphors used to
describe the feeling of being high are important, as is the person’s ready wit and convivial
merriment. True elation, however, appears to be particularly uncommon in young chil-
dren, though in recent years people have tried to squeeze the silly, disinhibited behavior of
some hyperactive children under this criterion. The uncharacteristicness of the behavior
and feeling may prove most helpful. Thus, a psychiatrically hospitalized, prepubertal, 12-
year-old boy who had suffered many hardships and was chronically depressed became
hypomanic on fluoxetine. As his hypomania was unfolding, he developed a perpetually silly
grin and made statements such as these: “I know I don’t have a family or a place to live but I
suddenly feel like all that doesn’t matter anymore. I feel like all my troubles are gone; it
doesn’t make sense 'cause none of that stuff has changed.” “I should feel bad because I lost
my weekend pass but I feel really great!” Not surprisingly, the significance of those remarks
was not recognized at the time. After several days of escalating behavior fulfilling all the



criteria for a full manic episode, and after the fluoxetine was discontinued, the youngster
became euthymic (i.e., no longer depressed). He recognized that his total lack of concern
for his future was an alien, albeit enjoyable feeling for him. He no longer felt either
hopeless or euphoric. While many children deny their problems, it was the patient’s
change in attitude both from depression to mania and from mania to euthymia that was
most revealing here.

A second critical feature of mania is the vastly increased energy level with which it is
suffused. Thoughts, words, and actions are in fast motion. Although DSM-III and -III-R have
replaced “increase in activity” with “increase in goal-directed activity,” this author doubts
that anyone can measure the “goal-directedness” of activity. Moreover, in the years prior to
somatic treatment, it is unlikely that patients who died from manic exhaustion were
particularly goal-directed. Whether, in fact, excessive activity is goal-directed or not may
be an important distinction between hypomania, where the person is still in some degree
of control, and mania, where he or she no longer is. The only redeeming value in the
change may be that it should distinguish the hyperactivity of children with attention-
deficit hyperactivity disorder (ADHD), in which tasks are never completed. However, the
episodic nature of the hyperactivity is probably a more reliable distinction between mania
or hypomania and ADHD than are levels of goal-directedness.

Racing thoughts, flight of ideas, and increased verbal production with puns, word
plays, and incessant speech are also characteristics of mania. Overtalkativeness, however, is
a not infrequent complaint from parents about their behavior-disordered child and can be
seen in both chronically anxious children and children with ADHD. In fact, we have
observed verbal children with pervasive developmental disorders to have a push of speech
and incessant perseveration on certain topics (idiosyncratic to the particular child) that
is as compelling as that seen in mania. On the other hand, this problem, too, is relatively
chronic, and follow-up so far has not revealed a bipolar outcome.

Thought content is striking in mania. What is not usually emphasized is that this often
reflects and magnifies the person’s premorbid conflicts, life-style, preoccupations, and
other concerns. Thus, literary people are more likely than truck drivers to feel that they are
writing the world’s greatest novel. Those with strong religious backgrounds are more
likely to hear from God than are atheists. It is interesting that grandiosity, which in true
mania can become psychotic, with the person hearing voices and having visions to confirm
his or her special place in the world schema, is uncommon in young children and begins to
appear around age 9 or 10 (Carlson, 1983). There may be some confusion, however, with
childhood denial of weakness and impotence. Ask any 6-year-old what he would do with a
“robber” who came into his room at night, and you will usually hear how he will beat the
“bad guy” up and throw him down the stairs. No amount of reasoning seems to change the
conviction that the child is strong and capable enough to overcome the aggressive adult
adversary as easily as the “good guys” seen on TV. Similarly, children who threaten to run
away after they feel they have been wronged will talk with great bravado about how they
can live without adult supervision. They are certainly “grandiose,” but it is not considered
deviant developmentally.

Another manic symptom that may have different implications in children is hypersex-
uality. Postpubertal adolescents and adults may become uncharacteristically preoccupied
with sexual themes or become involved sexually with people in ways that are different
from their usual behavior. Children, especially those who have been abused, neglected, or
are chronically disinhibited in a variety of ways, are frequently called sexually provocative.
They may display themselves, be disrespectful of other people’s physical boundaries, or
masturbate publicly. Since the behavior may occur intermittently, especially when the
child is upset or frustrated, it can be described as episodic.

Since sexually provocative children are frequently also irritable, impulsive, explosive,
and hyperactive, it is not surprising that they are being diagnosed as manic with increasing
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frequency. As will be described shortly, studies of lithium responsiveness in such children
have been discouraging, and even a recent study of such children who had parents with
major depression or bipolar disorder showed an unimpressive response (Carlson, Rapport,
Kelly, & Pataki, 1992a,b).

One boundary problem that occurs in young people, then, is between behavior
disorders (which obviously include the spectrum of ADHD, conduct disorder, and opposi-
tional defiant disorder) and mania/hypomania. This is not simply a problem of one
diagnosis or the other. There are a considerable number of anecdotal reports (e.g., Davis,
1979; Dyson & Barcai, 1970; Weinberg & Brumback, 1976; White & O’Shanick, 1977) and
systematic studies that describe bipolar patients with a prior history of hyperactivity or
conduct disorder or both (for reviews, see Carlson, 1983, 1984; Casat, 1982; also Akiskal
et al.,, 1985a; Endicott et al., 1985; Koehler-Troy, Strober, & Malenbaum, 1986; Reiss, 1985).
In addition, several studies have found a particularly high rate of affected relatives in
people with early-onset bipolar disorder (Rice et al., 1987; Smeraldi, Gasperini, Macciardi,
Bussoleni, & Morabito, 1983 ). Strober et al. (1988) additionally reported that adolescent
bipolar patients with prepubertal histories of behavior disorder had even higher rates of
affected relatives than adolescent-onset bipolars without prepubertal psychopathology
(44.1% vs. 23.5% for affective disorder by RDC criteria; 29.4% vs. 8.6% bipolar disorder).
In all these case histories, a positive lithium response or a positive family history of bipolar
disorder or both were used to confirm the relationship.

Studies of children at risk for bipolar disorder by virtue of being offspring of bipolar
parents reveal a wide range of psychopathology that includes substantial numbers of
children with behavior disorders (e.g., Decina et al.,, 1983; Gershon et al., 1985; Mayo,
O’Connell & O’Brien, 1979). Interestingly, a reexamination of data from the Stony Brook
High-Risk Project (Weintraub, 1987) on offspring (ages 7—15) of a bipolar parent revealed
the following: (1) The bipolar risk group (N = 114) compared to a normal control group
(N = 108) showed significantly more conduct problems (27% vs. 16% ) and attention-
deficit problems (30% vs. 16% ). (2) Of the bipolar risk group diagnosed with affective
disorder at young-adult follow-up (N = 110 with an attrition rate of 17.9% ), 33.3% had
exhibited childhood conduct problems and 45.5% had exhibited childhood attention
problems. These rates were significantly higher than those in young “at-risk” adults who
remained diagnosis-free, who had rates of 11.5% for conduct problems and 18.8% for
attention problems (Carlson and Weintraub, 1993 ). What complicates the interpretation of
these findings is the high rate of comorbidity in parents, the impact of assortative mating,
and the fact that there were also high rates of substance abuse among the young adults with
affective disorders. It is thus unclear whether the childhood attentional/behavioral prob-
lems represent an affective disorder prodrome, a substance-abuse prodrome, or non-
specific other psychopathology resulting from living with mentally ill parents. What is
unequivocal, however, is that diagnosis-free young adults who are through the age of risk
for early-onset bipolar disorder had psychopathologically unremarkable childhoods. Sys-
tematic studies of hyperactive children examining the possibility that they are “masked
manics” have not supported the hypothesis that a relationship exists between ADHD and
bipolarity. Were there a relationship, one might anticipate that there would be significant
numbers of bipolar relatives in families of hyperactive children, that some hyperactive
children would respond dramatically to lithium, or that longitudinal follow-up would
reveal manic—depressive outcomes. However, neither family studies (Biederman et al.,
1986; Cantwell, 1972; Lahey et al., 1988; Morrison & Stewart, 1971; Stewart, DeBlois, &
Cummings, 1980), treatment studies (Whitehead & Clark, 1970; Greenhill, Reider, Wender,
Buchsbaum, & Zahn, 1973), nor follow-up studies of hyperactive children into adulthood
(Gittelman, Mannuzza, Shenker, & Bonagura, 1985; Weiss, Hechtman, & Lily, 1986) have
confirmed a relationship.

Some authors claim that the earliest prodromes of bipolar disorder are manifest in a



“variant” syndrome (Davis, 1979) that is distinguished from nonaffective behavior disorder
by the presence of “affective storms,” i.e., overreactive, explosive anger and aggression or
severe emotional lability, extroversion, and expansiveness (e.g., Decina et al, 1983;
Feinstein, Feldman-Rotman, & Woolsey, 1982; Kestenbaum, 1979). While this pattern may
be found retrospectively in early histories of some confirmed bipolars, systematic, long-
term follow-up of such youngsters, defining the syndrome in a reliable way, has not been
done. Recently, Carlson et al. (1992a) treated 11 children who fit a pattern of hyperactivity,
explosive anger, and poor response to stimulants. In 4 children treated in an open trial with
lithium, there was a positive response. However, in 7 cases prospectively selected for
bipolar symptoms, affective storms, and a positive family history of affective disorder, a
double-blind trial of lithium produced only modest results. Response was most obvious by
8 weeks and was not reversed by return to placebo medication. The authors felt that the
response did not appear to be a robust confirmation of acute manic tendencies and may
have represented a more nonspecific, antiaggressive response.

In summary, there appears to be some relationship between prepubertal behavior
disorder and some cases of early-onset bipolar disorder. Whether the behavior disorder
represents a prodrome or subsyndromal mania, or is simply a nonspecific response to the
considerable family psychopathology in which it generally occurs, remains to be clarified
(for further discussion, see Carlson, 1990). It is safe to say, however, that the information is
less useful prospectively in predicting bipolarity than we might have hoped.

Psychotic Mania. If there is diagnostic confusion between hyperactivity or emo-
tional lability and hypomania on the less severe pole of the manic spectrum, there is
serious diagnostic confusion between psychotic mania and schizophrenia on the severe
end of the spectrum. In 1973, Carlson and Goodwin (1973) reacquainted psychiatry with
the fact that mania could appear very psychotic and disorganized, usually at the peak of the
illness (Stage III), during which time it could be easily confused with schizophrenia.
Carlson and Strober (1978, 1979) describe how easily psychotic adolescents with bipolar
disorder were misdiagnosed with schizophrenia. Since then, a number of people have
confirmed this observation (Hassanyeh & Davison 1980; Ballenger, Reus, & Post, 1982;
Joyce, 1984; Rosen et al., 1983; Werry et al., 1991). It must be emphasized that the level of
psychosis observed in young people sometimes goes beyond what has always been
recognized as the mood-compatible hallucinations and delusions of a manic episode.

The following is a quote from the description by Kraepelin (1921, p. 73) of delirious
mania:

Mood during this delirium is very changing, sometimes anxiously despairing
(“thoughts of death”), timid and lachrymose, distracted, sometimes unrestrainedly
merry, erotic or ecstatic, sometimes irritable or unsympathetic and indifferent.
At the beginning the patients frequently display the signs of senseless raving mania;
dance about, perform peculiar movements, shake their head, throw the bedclothes
Pell-Mell, are destructive, pass their motions under them, smear everything, make
impulsive attempts at suicide, take off their clothes.

The patients do not trouble themselves at all about their surroundings; they
do not listen, they give no information, obey no requests, are resistive, strike out.
Their linguistic utterances alternate between inarticulate sounds, praying, abusing,
entreating, stammering, disconnected talk, in which clang associations, senseless
rhyming, diversion by external impressions, persistence of individual phrases, are
recognized.

It is no wonder that confusion with schizophrenia occurs. What is interesting is that it
occurs so selectively in young people. While this confusion occurs with symptoms of
psychotic depressions as well, mania is especially troublesome. Joyce (1984) found that
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72% of young manics (onset prior to age 20) vs. 24% of manics with onsets after age 30
were initially judged to be schizophrenic. Werry et al. (1991) followed up 61 young people
who had been psychiatrically hospitalized with initial diagnoses of schizophrenia, schizo-
phreniform psychosis, bipolar, schizoaffective disorder, or psychotic depression. Although
all the young people with follow-up diagnoses of schizophrenia had been given that
diagnosis initially, over half of those with bipolar diagnoses at follow-up had initially been
mislabeled as schizophrenic.

The confusion occurs in part because, for reasons that are as yet unknown, young
people seem to have more psychotic symptoms than their older counterparts (Ballenger
et al, 1982; Rosen et al.,, 1983). It also occurs because, although bipolar disorder has a
young age of onset, schizophrenia has a younger age of onset and is more likely to come to
psychiatric attention earlier with psychotic symptoms. An examination of age of onset of
DSM-III-diagnosed people with first episodes of psychosis (Iacono and Beiser, 1989)
revealed that 43% of schizophrenics were between the ages of 16 and 20, in contrast to
26% with bipolar disorder. Over the next 5 years, the rates of onset were similar (30% and
32%, respectively). The tendency for schizophreniform psychosis, which also predomi-
nated between ages 16 and 25 (45% before age 20, 36% between 21 and 25), to evolve
into schizophrenia (58% ) was much greater than for affective disorder (18.3% ).

There are few studies examining the diagnostic stability of psychosis (Horgan, 1981;
Parker, O’Donnell, & Walter, 1985), and the study of Werry et al. (1991) is the only one that
examines the question in adolescents using modern criteria and long-term follow-up. They
found that only 57% of bipolars and 63% of schizophrenics are diagnosed accurately at
first hospitalization (all the youth ultimately diagnosed with either schizophrenia or
bipolar disorder originally received those diagnoses, however). If these observations are
typical, one must conclude that a very open mind must be kept at a first episode of
psychosis in adolescence that is not obviously manic or depressive. At this time, the
diagnostic pendulum may be swinging too far in the direction of overdiagnosing bipolar
disorder, and it should be kept in mind that there is still better than an even chance that a
youngster who looks schizophrenic in fact is.

Are there any ways of increasing diagnostic accuracy? The best predictors of a bipolar
outcome appear to be acute onset, good premorbid functioning, unequivocal affective
symptoms that clearly precede the psychosis (it seems to be the case, if one reads the
schizo-affective literature correctly, that a less successful predictor of outcome is the
prominence of affective symptoms or which specific psychotic symptoms prevail ), and a
positive family history of episodic affective disorder. Predictors of a chronic psychotic
outcome include poor premorbid functioning with such personality variables as extreme
introversion, asociality and aggression, attentional and information-processing abnor-
malities, neurodevelopmental problems and low IQ (Eggers, 1978, 1989; McGlashan, 1988;
Nuechterlein, 1986; Hellgren, Gillberg, Enerskog, 1987), and possibly a family history of
schizophrenia (Gottesman and Shields, 1976).

Clinical Picture in Prepubertal Children. Because of the phenomenological
overlap between behavior disorders and affective disorders in this younger age group, the
differential diagnostic issues are different (Carlson, 1990). In addition, the phenomenoi-
ogy of the disorder in young children may also be different. In an examination of 14
published cases reports of children under age 12 with bipolar disorder, Carlson (1983)
found that there were clear symptom changes between those under age 9 and those age 9
and over. Specifically, the youngest children had episodes that were difficult to delineate,
usually because they were superimposed on organic problems or other psychopathology.
Psychomotor retardation in thought, speech, and motor activity was not reported in the
youngest children. With regard to mood, true euphoria was not reported in younger
children, and irritability and dysphoria seemed to be as prominent in mania as elevated



mood. Convincing delusions (those that were clear breaks from reality and were not
simply age-appropriate) were also absent. As has been the case with adolescents, there
may be a number of cases that have been misdiagnosed (Weller, Weller, Tucker, & Fristad,
1986). On the other hand, unlike the situation with adolescents, where the literature
abounds with follow-up studies pointing out the error of our ways in misdiagnosing
psychotic young people, that is not the case with “misdiagnosed” behavior disorders. In
fact, as mentioned earlier, quite the contrary is true. Whether the report of 14 psychotic
manics admitted to a prepubertal children’s psychiatric unit over a 6-month period
(Varanka, Weller, Weller, & Fristad, 1988) represents true mania, misdiagnosed phenocopy,
or a combination awaits validating abilities we currently lack.

Clinical Picture in Mental Retardation. People with mental retardation develop
both depressive and bipolar disorders (for reviews, see Carlson, 1979; Sovner & Hurley,
1983). The clinical picture they present is instructive in disentangling the interaction
between age and so-called “cognitive immaturity” (Carlson, 1979, 1980). In general, the
activity level and vegetative symptoms seen in postpubertal mentally retarded people
regardless of IQ are comparable to those seen in uncomplicated postpubertal or adult
bipolar disorder. The impact of IQ, not surprisingly, is more in keeping with language-
based symptoms (Carlson, 1979). An inspection of several proposed mania criteria
interpretations for the severely mentally retarded population include the following
(Sovner & Hurley 1982): generalized, undirected hyperactivity (increase in goal-directed
activity), flight of ideas, not as clever, perseveration, disjointed thoughts (increased rate
of speech/racing thoughts); concrete delusions, grandiosity may center around mastery
of daily living skills (inflated self-esteem ). For depression, disruptive bebavior seen most
at bedtime or observed sleep monitoring (insomnia/hypersomnia); decreased energy and
slowed movements (fatigue, psychomotor retardation); decrease in IQ on retesting
change in attention span while performing usual activities (decreased concentration)
(Sovner & Hurley, 1982). What is most critical in this population, of course, is an
information source who has observed the patient closely over a long period of time so that
episodic changes in behavior can be described. What complicates assessment is both that
institutional care may not provide such a source and that the not infrequent changes in
structure and staff result in considerable behavioral disorganization with such patients and
must be factored into understanding “episodes.”

In summary, three major variables seem to impact on the phenomenology of bipolar
depression and mania: the patient’s current age (young child, adolescent, adult), whether
the episode is early in the course of the disorder (episodic course not yet clear, symptoms
not yet fully expressed), and the person’s salient premorbid “trait” characteristics (IQ,
other psychopathology, personality attributes).

Treatment

That pharmacotherapy has revolutionized the acute and prophylactic treatment of
bipolar disorder is incontrovertible. A summary of placebo-controlled studies with adults
yields an overall success rate in acute treatment of mania as follows: with lithium, about
78% (Tyrer, 1985); with neuroleptics, about 30—50% (Tyrer, 1985); with carbamazepine,
about 71% (Goodwin & Jamison, 1990, p. 621); and with valproic acid (though the
numbers of patients are considerably fewer), 53—64% (Freeman, Clothier, Pazzaglia,
Lesem, & Swann, 1992; Pope, McElroy, Keck, & Hudson, 1991). With respect to prevention
of relapse, in follow-ups that range from about 5 months to several years (i.e., not very long-
term ), placebo-controlled studies show that those on placebo have a high likelihood of
relapse (81% ) and those on lithium a 34% rate of relapse (Goodwin & Jamison, 1990,
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p. 688). A report using survival analysis of 14 studies of lithium discontinuation reveals that
50% of those who stopped lithium have relapsed by 5 months, with mania likely to occur
much sooner (2.7 months) than depression (14 months); relapse rates of 72% and 84%
occurred by 1 and 2 years, respectively (Suppes, Baldessarini, Faedda, & Tohen, 1991). In
other words, not only has no cure been effected, but also there is the implicit suggestion
that the patient is vulnerable to a vastly shortened cycle length on medication discontinua-
tion. Whether this decrease persists or reflects only an increased vulnerability immediately
after withdrawal, which can be mitigated by more gradual withdrawal, remains to be seen.

Hidden within the optimistic numbers of response to treatment and prophylaxis is
also a wide range of variability, in terms of both the kinds of patients who achieve
therapeutic response and the kind of responses they obtain. Where acute and prophylactic
treatment has been most successful, it has aborted the current episode and attenuated
future episodes so that they appear to be fewer, more widely spaced, and milder in
symptomatology.

While a closer scrutiny of responders vs. nonresponders produces no conclusive
predictors, there are several observations that might have bearing on young people.
Patients with mixed episodes/dysphoric mania (Post et al,, 1989; Prien, Himmelhoch, &
Kupfer, 1988), those with interepisode comorbidity (Black et al., 1988; Himmelhoch,
Mulla, Neil, Detre, & Kupfer, 1976), and rapid cyclers (Prien, Caffey, & Klett, 1974) have
the poorest acute and prophylactic response to lithium, and there is some suggestion that
anticonvulsant mood stabilizers (carbamazepine and valproic acid) may prove more
effective (Freeman et al., 1992; Post et al., 1989).

Demonstrations of medication efficacy for bipolar disorder in children and adoles-
cents have been much more scarce, reflecting in part the observation that adolescents
hospitalized with and treated for bipolar disorder, compared to adults, are relatively
uncommon in one institution. Until the situation is rectified with systematic, placebo-
controlled studies, we are left to interpolate information from the adult literature and the
limited information that exists on adolescents.

A review of anecdotal reports on the subject of lithium treatment of juvenile bipolar
disorder (Annell, 1969; Campbell, Green, & Deutsch, 1985; Carlson & Strober, 1978;
DeLong & Aldershof, 1987; Hassanyeh & Davison, 1980; Horowitz, 1977; van Krevelen &
van Voorst, 1959; Youngerman & Canino, 1978) suggests a range of responses similar to
that found in adults. There are no placebo-controlled studies to confirm that, however.
Furthermore, there is only one study of the effects of lithium prophylaxis (Strober, Morrell,
Lampert, & Burroughs, 1990). In this undertaking, 37 adolescents were followed over 18
months in a naturalistic, prospective design. Of the 13 who discontinued medication (on
their own), 92% relapsed; of the 24 who were compliant with medication, 37% relapsed.
These data are thus similar to reports of adults with more systematic lithium discontinua-
tion.

Reports addressing treatment-response variability in adolescents are consistent with
the adult literature. Thus, adolescents with preadolescent and probably comorbid behav-
ior disorder or personality disorders or both (Himmelhoch & Garfinkel, 1986; Kutcher
et al,, 1990; Strober et al., 1988) had much poorer responses to lithium acutely than their
bipolar peers without these attributes. Although rapid cycling is more likely a phenome-
non of older people, one report of 4 cases of early-onset rapid cycling described only a
50% response rate to lithium (Jones & Berney, 1987), consistent with the less complete
response described in adults. Finally, when bipolar disorder occurs in mentally retarded
people, mood stabilizers appear to ameliorate mood disorder in some cases (e.g.,
McLaughlin, 1987; Steingard & Biederman, 1987).

The question of efficacy in schizoaffective states largely depends on the definition of
schizoaffective. It would appear that as long as “schizoaffective” is defined only on the basis
of what may be psychosis severity (i.e., mood incongruence) during an episode (and the



evidence of intermorbid functioning is similar to that seen in bipolar disorder, i.e., without
psychosis), treatment and prophylaxis response is similar to that in bipolar disorder
(Bouman, Niemantsverdriet-van Kampen, Ormel, & Slooff, 1986 ). Data would suggest that
“schizomanic” disorder is very similar to bipolar disorder; however, “schizodepressive”
(i.e., nonbipolar) disorder is more similar to schizophrenia (Brockington, Wainwright, &
Kendall, 1980). The implications for adolescents, of course, are that young-onset patients
appear to be the most psychotic and the most likely to be defined as schizoaffective.
Whether there are diagnostic and treatment implications for later-onset “schizoaffective
disorder” is as yet unknown.

What treatment implications can be drawn from the foregoing discussion? With
regard to fully established, unequivocal adolescent bipolar disorder, while there are no
definitive studies, there are, as yet, no data to suggest that the presence of adolescence per
se should change treatment recommendations for either acute or prophylactic medication.
Questions somewhat particular to adolescent-onset bipolar disorder are: (1) how aggres-
sively to pursue antimanic therapy in clinical situations where the diagnosis is unclear,
(2) whether drug holidays should be undertaken if a person has had only one episode of
mania, and (3) whether early treatment with prophylactic medication in a confirmed
bipolar or one at risk merely postpones the inevitable or improves the course of the
disorder.

There are no definitive answers to these questions. In the case of an acute psychosis
that is clearly neither manic nor depressive, even though the odds slightly favor a
schizophrenic course, a trial of mood-stabilizing medication (lithium or an anticonvulsant)
should be considered. At some point, however, the question of whether this medication is
adding anything to the patient’s treatment must be asked. If withdrawal of neuroleptic
exacerbates the patient’s psychosis, but gradual withdrawal of mood stabilizer (with
maintenance at very low blood levels) does not change the clinical picture with mainte-
nance neuroleptic, perhaps the additional drug should be withdrawn. Weight gain poses a
significant compliance deterrent, especially to appearance-conscious adolescents, and
prolonged combined therapy should be avoided where possible.

Another therapeutic dilemma is posed by emotionally labile young people who may
or may not have cyclothymia. On one hand, there is clear evidence of a relationship
between true subsyndromal affective disorder and ultimate emergence of major affective
disorder (Akiskal et al., 1985a; Depue et al., 1981), suggesting that prophylactic treatment
might be helpful. On the other hand, in a population not “at risk” for a bipolar outcome, the
prognostic significance is less clear. For example, young adults with a DSM-I disorder,
“emotionally unstable character disorder,” seemed, in an open trial, to respond favorably
to lithium. Follow-up subsequently determined that their condition dissipated with further
maturity, rather than blossoming into bipolar disorder (Rifkin, Quitkin, Carillo, Blumberg,
& Klein, 1972; Rifkin, Levitan, Galweski, & Klein, 1972b). There have been efforts to
reconcile the relationship between subsyndromal mood disorder and borderline person-
ality disorder as well (Akiskal, Yerevanian, Davis, King, & Lemmi, 1985b; McGlashan,
1983). Whether or not such young people should be tried on mood-stabilizing drugs, at
this point, must be decided on a case-by-case basis. There is no wholesale evidence that
positive response is probable, however, and the clinician must not be deluded, nor delude
the patient, about the experimental nature of such a trial. Clear determination of efficacy is
necessary before committing the adolescent to a long-term treatment.

Finally, the question of drug holidays needs reconsideration in light not only of the
evidence of very high rates of mania recurrence after lithium discontinuation (Suppes
et al,, 1991), but also that the patient might become resistant to treatment with a drug to
which he or she formerly responded (R. D. Post, as quoted in the Psychiatric Times, July
1991). In the case of adolescents and their families who are terrified about what appears to
be a lifetime disorder with a lifetime commitment to medication, the possibility of a drug
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holiday still seems worthy of consideration. Subsequent course (i.e., how symptom-free),
and evaluation of degree of remission compared to premorbid state, degree of compliance,
level of support system, and other factors, will influence the decision. If discontinuation is
decided on, current recommendations are that it be done very gradually over several
weeks to a month.

In conclusion, there is considerable circumstantial evidence that juvenile bipolar
disorder simply represents the youngest onset of a disorder with a long age range of risk. A
number of pathoplastic modifications are conferred by age, biology, and beginning (vs.
fully developed) disorder. There is some evidence that age of onset is decreasing in bipolar
disorder (Gershon, Hamovit, Guroff, & Nurmberger, 1987), which, if true, increases the
importance of our understanding the implications of this disorder in young people and will
provide us the opportunity of studying it further.

References

Akiskal, H. S, Downs, J., Jordan, P, Watson, S., Daugherty, D., & Pruitt, D. B. (1985a). Affective disorders in
referred children and younger siblings of manic depressives. Archives of General Psychiatry, 42, 996—
1004.

Akiskal, H. S, Djenderedjian, A. H., Rosenthal, R. H,, & Khani, M. (1977). Cyclothymic disorder: Validating
criteria for inclusion in the bipolar affective group. American Journal of Psychiatry, 134, 1227-1233.

Akiskal, H. S., Yerevanian, B. L, Davis, G. C, King, D, & Lemmi, H. (1985b). The nosologic status of
borderline personality: Clinical and polysomnographic study. American Journal of Psychiatry, 142,

192-198.

American Psychiatric Association (1980). Diagnostic and istical lof ! disorders, 3rd ed.
Washington, DC: Author.

American Psychiatric Association (1987). Diagnostic and statistical lof ! disorders, 3rd ed.,
revised. Washington, DC: Author.

American Psychiatric Association (1994 ). Diagnostic and statistical lof ! disorders, 4th ed.

Washington, DC: Author.

Angst, J. (1988). Clinical course of affective disorders. In T. Helgason & R. J. Daly (Eds.), Depressive illness:
Prediction of course and outcome (pp. 1-48). New York: Springer-Verlag.

Annell, A. L. (1969). Lithium in the treatment of children and adolescents. Acta Psychiatrica Scandinavica
Supplementum, 207, 19-33.

Annesley, P. T. (1961). Psychiatric illness in adolescence: Presentation and prognosis. Journal of Mental
Science, 107, 268-278.

Anthony, E. ], & Scott, P. (1960). Manic depressive psychosis in childhood. Journal of Child Psychology and
Psychiatry, 1, 53—72.

Ballenger, J. C., Reus, V. I, & Post, R. M. (1982). The “atypical” presentation of adolescent mania. American
Journal of Psychiatry, 139, 602—606.

Baron M., Risch N., & Mendlewicz J. (1983 ). Age at onset in bipolar-related major affective illness: Clinical
and genetic implications. Journal of Psychiatric Research, 17, 5—18.

Beiser, M., Iacono, W. G., & Erikson, D. (1989). Temporal stability in the major mental disorders. In L. N.
Robins & J. E. Barret (Eds.), The validity of psychiatric diagnoses (pp. 77-97). New York: Raven Press.

Biederman, J., Munir, K., Knee, D., Habelov, W,, Armentano, M,, Autor, S., Hoge, S. K., & Waternaux, C. (1986).
A family study of patients with attention deficit disorder and normal controls. Journal of Psychiatric
Research, 20, 263-274.
Black, D. W, Winokur, G., Bell, S., Nasrallah, A., & Hulbert, J. (1988). Complicated mania—Comorbidity and
immediate outcome in the treatment of mania. Archives of General Psychiatry, 45, 232—236.
Blumenthal, R. L, Egeland, J. A, Sharpe, L, Nee, J., & Endicott, J. (1987). Age onset in bipolar and unipolar
illness with and without delusions and hallucinations. Comprebensive Psychiatry, 28, 547—-554.
Bouman, T. K, Niemantsverdriet-van Kampen, J. G., Ormel, J., & Slooff, C. J. (1986). The effectiveness of
lithium prophylaxis in bipolar and unipolar depressions and schizo-affective disorders. Journal of
Affective Disorders, 11, 275-280.

Brockington, I. E, Helzer, }. E, Hillier, V. E, & Francis, A. E (1982). Definitions of depression: Concordance and
prediction of outcome. American Journal of Psychiatry, 139, 1022-1027.



Brockington, I. E, Wainwright, S., & Kendall, R. E. (1980). Manic patients with schizophrenic or paranoid
symptoms. Psychological Medicine, 10, 73-83.

Campbell, M., Green, W. H., & Deutsch, S. 1. (1985). Child and adolescent psychopharmacology. Beverly
Hills: Sage Publications.

Cantwell, D. P. (1972). Psychiatric illness in the families of hyperactive children. Archives of General
Psychiatry, 27, 414—417.

Carlson, G. A. (1979). Affective psychoses in mental retardates. Psychiatric Clinics of North America, 2,
499-510.

Carlson, G. A. (1980). Manic—depressive illness and cognitive immaturity. New York: Spectrum Publications.

Carlson, G. A. (1983). Bipolar affective disorders in childhood and adolescence. IN D. P. Cantwell & G. A.
Carlson (Eds. ), Affective disorders in childbood and adolescence—An update (pp. 61-84 ). New York:
Spectrum Publications.

Carlson, G. A. (1984). Issues of classification in childhood bipolar disorder. Psychiatric Developments, 4,
273-285.

Carlson, G. A. (1990). Annotation: Child and adolescent mania—Diagnostic considerations. Journal of
Child Psychology and Psychiatry, 31, 331-341.

Carlson, G. A, Davenport, Y. B, & Jamison, K. (1977). A comparison of outcome in adolescent and late onset
bipolar manic depressive illness. American Journal of Psychiatry, 134, 919-922.

Carlson, G. A, & Garber, J. (1986). Developmental issues in the classification of depressive disorders in
children. In M. Rutter, C. E. Izard, & P. B. Read (Eds.), Depression in children: Developmental
perspective. (pp. 399—434). New York: Guilford Press.

Carlson, G. A, & Goodwin, E K. (1973). The stages of mania. Archives of General Psychiatry, 134,919-922.

Carlson, G. A., & Kashani, J. H. (1988). Manic symptoms in non-referred adolescent population. Journal of
Affective Disorders, 15, 219—-226.

Carlson, G. A, Rapport, M. D., Kelly, K. L., & Pataki, C. S. (1992a). Lithium and methylphenidate in children.
Journal of the American Academy of Child and Adolescent Psychiatry, 31, 262—270.

Carlson, G. A, Rapport, M. D., Pataki, C. S, & Kelly, K. L. (1992b). Lithium in hospitalized children at 4 and 8
weeks: Mood, behavior, and cognitive effects. Journal of Psychology and Psychiatry, 33, 411-425.

Carlson, G. A, & Strober, M. (1978). Manic depressive illness in early adolescence: A study of clinical and
diagnostic characteristics in six cases. Journal of the American Academy of Child Psychiatry, 17,
138-153.

Carlson, G. A., & Strober, M. (1979). Affective disorders in adolescence. Psychiatric Clinics of North
America, 2, 511-525.

Carlson, G. A., & Weintraub, S. (1993). Childhood behavior problems and bipolar disorder—relationship or
coincidence? Journal of Affective Disorders, 28, 143-154.

Casat, C. D. (1982). The under- and over-diagnosis of mania in children and adolescents. Comprebensive
Psychiatry, 23, 552-559.

Cooper, J. E,, Kendell, R. E., Gurland, B. J,, Sharpe, L, Copeland, J. R. M,, & Simon, R. (1972). Psychiatric
diagnosis in New York and London: A comparative study of mental bospital admissions. Maudsley
Monograph No. 20. London: Oxford University Press.

Coryell, W, & Norten, S. G. (1980). Mania during adolescence. Journal of Nervous and Mental Disease, 168,
611-613.

Davis, R. E. (1979). Manic depressive variant syndrome of childhood: A preliminary report. American
Journal of Psychiatry, 136, 702—706.

Decina, P, Kestenbaum, C. ], Farber, S,, Kron, L., Gargan, M,, Sackheim, H. A,, & Fieve, R. R. (1983). Clinical
and psychological assessment of children of bipolar probands. American Journal of Psychiatry, 140,
545-553.

DeLong, G. R, & Aldershof, A. L. (1987). Long-term experience with lithium treatment in childhood:
Correlation with clinical diagnoses. Journal of the American Academy of Child and Adolescent
Psychiatry, 26, 389-394.

Depue, R. A, Slater, J. E, Wolfstetter-Kausch, H., Klein, D., Goplerud, E., & Farr, D. (1981). A behavioral
paradigm for identifying persons at risk for bipolar depressive disorder: A conceptual framework and
five validation studies. Journal of Abnormal Psychology, 90, 381-437.

Dyson, W. L., & Barcai, A. (1970). Treatment of children of lithium responding parents. Current Therapy
Research, 12, 286—290.

Eggers, C. (1978). Course and prognosis of childhood schizophrenia. Journal of Autism and Childbhood
Schizophrenia, 8, 21-36.

Eggers, C. (1989). Schizo-affective psychoses in childhood: A follow-up study. Journal of Autism and
Developmental Disorders, 19, 327-342.

57

Adolescent Bipolar

Disorder



58

Gabrielle A. Carlson

Endicott, ], Nee, J,, Andreasen, N, Clayton, P, Keller, M., & Coryell, W. (1985). Bipolar II: Combine or keep
separate? Journal of Affective Disorders, 8, 17-28.

Feinstein, S. C., Feldman-Rotman, S., & Woolsey, A. B. (1982). Diagnostic aspects of manic—depressive
illness in children and adolescents. Stratton, NY: Thieme.

Freeman, T. W, Clothier, J. L., Pazzaglia, P, Lesem, M. D, & Swann, A. C. (1992). A double-blind comparison of
valproate and lithium in the treatment of acute mania. American Journal of Psychiatry, 149, 108-111.

Gershon, E. S, Hamovit, J. H, Guroff, J. ], & Nurnberger, J. 1. (1987). Birth-cohort changes in manic and
depressive disorders in relatives of bipolar and schizoaffective patients. Archives of General Psychia-
try, 44, 314-319.

Gershon, E. ., McKnew, D,, Cytryn, L., Hamovit, J., Schreiber, J,, Hibbs, E., & Pellegrini, D. (1985). Diagnoses
in school-age children of bipolar affective disorder patients and normal controls. Journal of Affective
Disorders, 8, 283—291.

Gittelman, R, Mannuzza, S., Shenker, R, & Bonagura, N. (1985). Hyperactive boys almost grown up.
1. Psychiatric status. Archives of General Psychiatry, 42, 937-947.

Goodwin, E K, & Jamison, K. R. (1990). Manic depressive illness. New York: Oxford University Press.

Gottesman, I. I, & Shields, J. (1976). A critical review of recent adoption, twin and family studies of
schizophrenia: Behavior genetics perspectives. Schizophrenia Bulletin, 2, 360—401.

Greenhill, L. L, Reider, R. O., Wender, P. H,, Buchsbaum, H., & Zahn, P. (1973). Lithium carbonate treatment
of hyperactive children. Archives of General Psychiatry, 28, 636—640.

Harrow, M, Goldberg, J. E, Grossman, C. A, & Meltzer, H. Y. (1990). Outcome in manic disorders: A
naturalistic follow-up study. Archives of General Psychiatry, 47, 665—671.

Hassanyeh, E, & Davison, K. (1980). Bipolar affective psychosis with onset before age 16: Report of 10 cases.
British Journal of Psychiatry, 137, 530-539.

Hellgren, L., Gillberg, C., & Enerskog, 1. (1987). Antecedents of adolescent psychoses: A population-base
study of school health problems in children who develop psychosis in adolescence. Journal of the
American Academy of Child and Adolescent Psychiatry, 26, 351-355.

Himmelhoch, J. M,, & Garfinkel, M. E. (1986). Sources of lithium resistance in mixed mania. Psychophar-
macology Bulletin, 22, 613—620.

Himmelhoch, J. M,, Mulla, D, Neil, J. E, Detre, T. P, Kupfer, D. J. (1976). Incidence and significance of mixed
affective states in a bipolar population. Archives of General Psychiatry, 33, 1062—1066.

Horgon, D. (1981). Change in diagnosis to manic—depressive illness. Psychological Medicine, 11,517-523.

Horowitz, H. A. (1977). Lithium and the treatment of adolescent manic depressive illness. Diseases of the
Nervous System, 6, 480—483.

lIacono, W. G., & Beiser, M. (1989). The emergence of a new discipline: Rochester symposium on
developmental psychopathology. Hillsdale, NJ: Erlbaum Associates.

Johnson, J,, Horvath, E., & Weissman, M. M. (1991). The validity of major depression with psychotic features
based on a community sample. Archives of General Psychiatry, 48, 1075—1981.

Jones, P. M., & Berney, T. P. (1987). Early onset rapid cycling bipolar affective disorder. Journal of Child
Psychology and Psychiatry, 28, 731-738.

Joyce, P.R. (1984). Age onset in bipolar affective disorder and misdiagnosis as schizophrenia. Psychological
Medicine, 14, 145-149.

Keller, M. B,, Shapiro, R. W,, Lavori, P. W, & Wolfe, N. (1982). Recovery in major depressive disorder: Analysis
with life table and regression models. Archives of General Psychiatry, 39, 905-910.

Kestenbaum, C. J. (1979). Children at risk for manic—depressive illness: Possible predictors. American
Journal of Psychiatry, 136, 1206—1208.

Koehler-Troy, C., Strober, M., & Malenbaum, R. (1986). Methylphenidate-induced mania in a prepubertal
child: A case report. Journal of Clinical Psychiatry, 47, 566—567.

Kovacs, M., & Gatsonis, C. (1989). Stability and change in childhood-onset depressive disorders: Longitudi-
nal course as a diagnostic validator. In L. N. Robins & J. E. Barrett (Eds.), The validity of psychiatric
diagnosis (pp. 57-73). New York: Raven Press.

Kraepelin, E. (1921). Manic depressive insanity and paranoia. Livingstone: Edinburgh.

Kutcher, S. P. Marton, P, & Korenblum, M. (1990). Adolescent bipolar illness and personality disorder.
Journal of the American Academy of Child and Adolescent Psychiatry, 29, 355-358.

Landolt, A. D. (1957). Follow-up studies on circular manic depressive reactions occurring in the young.
Bulletin of the New York Academy of Medicine, 33, 65-73.

Loranger, A. P. W, & Levine, P. M. (1978). Age of onset of bipolar affective illness. Archives of General
Psychiatry, 35, 1345-1348.

Mayo, J. A, O’Connell, R. A,, & O’Brien, J. D. (1979). Families of manic—depressive patients: Effect of
treatment. American Journal of Psychiatry, 136, 1535-1539.



McGlashan, T. H. (1983). The borderline syndrome. IL Is it a variant of schizophrenia or affective disorder?
Archives of General Psychiatry, 40, 1319-1323.

McGlashan, T. H. (1988). Adolescent versus adult onset of mania. American Journal of Psychiatry, 145,
221-224.

McLaughlin, M. (1987). Bipolar affective disorder in Down’s syndrome. British Journal of Psychiatry, 151,
116-117.

Morrison, J. R, & Stewart, M. A. (1971). A family study of the hyperactive child syndrome. Biological
Psychiatry, 3, 189-195.

Neuchterlein, K. (1986). Childhood precursors of adult schizophrenia. Journal of Child Psychology and
Psychiatry, 27, 133—144.

Olsen, T. (1961). Follow-up study of manic—depressive patients whose first attack occurred before the
age of 19. Acta Psychiatrica Scandinavica Suppl , 162, 45-51.

Parker, G., O’'Donnell, M., & Walter, S. (1985). Changes in the diagnoses of functional psychoses associated
with the introduction of lithium. British Journal of Psychiatry, 146, 377—-382.

Pope, H. G, Jr,, McElroy, S. L, Keck, P. E., Jr., & Hudson, J. L. (1991). Valproate in the study of acute mania: A
placebo controlled study. Archives of General Psychiatry, 48, 62—68.

Post, R. M., Rubinow, D. R, Uhde, T. W,, Roy-Byrne, P, Linnoila, M., Rosoff, A, & Cowdry, R. (1989). Dysphoric
mania: Clinical and biologic correlates. Archives of General Psychiatry, 46, 353—358.

Prien, R. E, Caffey, E. M, Jr, & Klett, ). (1974). Factors associated with the treatment success in lithium
carbonate prophylaxis: Report to the Veterans Administration and National Institute of Mental Health
Collaborative Study Group. Archives of General Psychiatry, 31, 189-192.

Prien, R. E, Himmelhoch, J. H,, & Kupfer, D. ). (1988). Treatment of mixed mania. Journal of Affective
Disorders, 15, 9—-15.

Rice, J, Reich, T, Andreasen, N. C,, Endicott, ], Van Eerdewegh, M., Fishman, R,, Hirschfeld, R. M. A, &
Klerman, G. L. (1987). The familial transmission of bipolar illness. Archives of General Psychiatry, 44,
441-450.

Reiss, A. L. (1985). Developmental manifestations in a boy with prepubertal bipolar disorder. Journal of
Clinical Psychiatry, 41, 441-443.

Rifkin, A., Levitan, S. J,, Galweski, J., & Klein, D. E (1972a). Emotionally unstable character disorder—A
follow-up study. 1. Description of patients and outcome. Biological Psychiatry, 4, 65—79.

Rifkin, A., Levitan, S. J,, Galweski, J., & Klein, D. E (1972b). Emotionally unstable character disorder—a
follow-up study. II. Prediction of outcome. Biological Psychiatry, 4, 81-88.

Rifkin, A., Quitkin, F, Carillo, C., Blumberg, A. G., & Klein, D. E (1972). Lithium carbonate in emotionally
unstable character disorder. Archives of General Psychiatry, 27, 519-523.

Rosen, L. N, Rosenthal, N. E,, Van Dusen, P. H., Dunner, D. L., & Fieve, R. R. (1983). Age at onset and number
of psychotic symptoms in bipolar I and schizoaffective disorder. American Journal of Psychiatry, 140,
1523-1524.

Smeraldi, G., Gasperini, M., Macciardi, E, Bussoleni, C.,, & Morabito, A. (1983). Factors affecting the
distribution of age of onset in affective parents. Journal of Psychiatric Research, 17, 309-317.
Sovner, R., & Hurley, A. D. (1982). Diagnosing depression in the mentally retarded: Diagnosing mania in the

mentally retarded. Psychiatric Aspects of Mental Retardation Newsletter, 1, 1—12.

Sovner, R, & Hurley, A. D. (1983). Do the mentally retarded suffer from affective illness? Archives of General
Psychiatry, 40, 61-67.

Spitzer, R. L., Endicott, )., & Robins, E. (1978). Research Diagnostic Criteria. New York: New York State
Psychiatric Institute.

Steingard, R, & Biederman, J. (1987). Case report: Lithium responsive manic-like symptoms in two
individuals with autism and mental retardation. Journal of the American Academy of Child and
Adolescent Psychiatry, 26, 932-935.

Stewart, M. D,, DeBlois, S., & Cummings, C. (1980). Psychiatric disorder in the parents of hyperactive boys
and those with conduct disorder. Journal of Child Psychology and Psychiatry, 21, 283—-292.

Strober, M., & Carlson, G. A. (1982). Bipolar illness in adolescents with major depression: Clinical, genetic
and psychopharmacologic predictors. Archives of General Psychiatry, 39, 549-555.

Strober, M., Lampert, C., Schmidt, S., & Morrell, W. (1993). The course of major depressive disorder in
adolescents: Recovery and risk of manic switching in a 24—month prospective, naturalistic follow-up of
psychotic and non-psychotic subtypes. Journal of the American Academy of Child and Adolescent
Psychiatry, 32, 34—42.

Strober, M., Morrell, N., Lampert, C., & Burroughs, J. (1990). Lithium carbonate in prophylactic treatment
of bipolar I illness in adolescents: A naturalistic study. American Journal of Psychiatry, 147,
457-461.

59

Adolescent Bipolar

Disorder



60

Gabrielle A. Carlson

Strober, M., Morrell, W,, Burroughs, J., Lampert, C., Danforth, H., & Freeman, R. (1988). A family study of
bipolar I disorder in adolescence. Journal of Affective Disorders, 15, 255-268.

Suppes, T, Baldessarini, R. J,, Faedda, G. L., & Tohen, M. (1991). Risk of recurrence following discontinuation
of lithium treatment in bipolar disorder. Archives of General Psychiatry, 48, 1082—1088.

Tyrer, S. P. (1985). Lithium in the treatment of mania. Journal of Affective Disorders, 8, 251-157.

van Krevelen, D., & van Voorst, J. (1959). Lithium in the treatment of a cryptogenic psychosis of a juvenile.
Acta Paedopsychiatrica, 26, 148-152.

Varanka, T. M., Weller, E. B., Weller, K. A, & Fristad, M. A. (1988). Lithium treatment of psychotic features in
prepubertal children. American Journal of Psychiatry, 145, 1557—-1559.

Weinberg, W. A., & Brumback, R. A. (1976). Mania in childhood: Case studies and literature review.
American Journal of Diseases of Childhood, 130, 380-385.

Weintraub, S. (1987). Risk factors in schizophrenia: The Stony Brook High-Risk Project. Schizophrenia
Bulletin, 13, 439—450.

Weiss, G., Hechtman, L. T, & Lily, R. (1986). Hyperactive children grown up—Empirical findings and
theoretical considerations. New York: Guilford Press.

Weissmann, M. M., Warner, V,, Wickramaratne, P, & Prusoff, B. A. (1988). Early onset major depression in
parents and their children. Journal of Affective Disorders, 15, 269—~277.

Weller, R. A.,, Weller, E. B., Tucker, S. G., & Fristad, M. A. (1986). Mania in prepubertal children: Has it been
underdiagnosed? Journal of Affective Disorders, 11, 151-154.

Welner, A., Welner, Z., & Fishman, R. (1979). Psychiatric adolescent inpatients 8 to 10 year follow up.
Archives of General Psychiatry, 36, 698—700.

Werry, J. S., McClellan, J. M., & Chard, L. (1991). Childhood and adolescent schizophrenic, bipolar and
schizoaffective disorders: A clinical and outcome study. Journal of the American Academy of Child
and Adolescent Psychiatry, 30, 457~465.

Wertham, E 1. (1929). A group of benign psychoses: Prolonged manic excitements with a statistical study of
age, duration, and frequency in 2000 manic attacks. American Journal of Psychiatry, 9, 17-28.
White, J. H., & O’Shanick, G. (1977). Juvenile manic—depressive illness. American Journal of Psychiatry,

134, 1035-1036.

Whitehead, P. L, & Clark. L. D. (1970). Effect of lithium carbonate, placebo, and thioridazine on hyperactive
children. American Journal of Psychiatry, 127, 824-825.

Winokur, G., Clayton, P. J, & Reich, T. (1969). Manic depressive iliness. St. Louis: C. V. Mosby.

Youngerman, J., & Canino, 1. (1978). Lithium carbonate use in children and adolescents: A survey of the
literature. Archives of General Psychiatry, 35, 216—224.



4

The Validity of the Diagnosis
of Major Depression in
Childhood and Adolescence

Barry Nurcombe

Introduction

This chapter concerns the question of whether, in children and adolescents, major
depression can be discriminated from other forms of misery. Beginning with a descrip-
tion of the historical evolution of the question, it sets out the criteria by which a categorical
depressive disorder could be validated and analyzes the empirical evidence for and against
the hypothesis that there is indeed a distinct depressive disorder in childhood and
adolescence. The chapter ends with a consideration of “dysthymia,” a classificatory
wasteland into which many problems have been dumped

The question is more than mere nit-picking or personal taste. The empirical evidence,
as will be shown, supports the contention that in most patients, depression is dimensional.
There is, however, good evidence supporting the validity, in aduits, of a categorically
distinct depressive disorder (known as “major depression,” “endogenous depression,” or
“melanchoiia”). Dimensional psychopathology is the outcome of phenotypic hetero-
geneity, polygenic inheritance, or a multifactorial mix of genes, temperament, and experi-
ence. On the other hand, the categorical distinctness of a syndrome represents a prima
facie case for a pathochemical, pathophysiological, or histopathological etiology. We will
return to this point later, pausing first to make subtle distinctions between the terms
symptom, syndrome, disorder, and disease.

Discussions concerning the affective phenomena of depression are hampered by
semantic confusion. The term “depression” can be interpreted in several ways:

Barry Nurcombe ¢ Division of Child and Adolescent Psychiatry, Department of Psychiatry, Vanderbilt
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—

. As a momentary gffect (“I felt depressed when you said that”).

2. As a prevailing mood (“He looked depressed yesterday”).

3. As a reference to a psychodynamic constellation, a complex of conscious and
unconscious ideas and feelings related to actual or symbolic loss (“He has unre-
solved depression following the loss of his mother”).

4. As a syndrome, it refers to a concurrent set of symptoms and signs dominated by
depressive mood.

5. As a disorder, “depression” refers to a depressive syndrome that is categorically
distinct.

6. As a hypothetical disease, it refers to a depressive disorder linked to a specific

genetic, pathochemical, pathophysiological, or structural abnormality.

Can a distinct depressive disorder be identified from a larger population of patients with a
depressive syndrome? If so, can the disorder be associated with biological dysfunction? As
previously noted, the validation of a categorical disorder is a first step toward uncovering a
biomedical etiology.

According to Kendell (1976), categories “carve nature at the joints.” Categorical
distinctness indicates a natural boundary or “point of rarity” between the disorder in
question and other syndromes or disorders. In regard to the distinction between major
depression and dysthymia, patients with features of both syndromes should be fewer than
those with either condition. In other words, the blacks and the whites should exceed the

grays.

Categorical Depression in Descriptive Psychiatry

By the turn of the century, Bonhoeffer (1910) had distinguished exogenous
psychoses—those caused by physical disease—from endogenous psychoses. Endogenous
psychoses were thought to arise from inner (“autochthonous”) sources and to be linked to
innate defects (Morel, 1857) or constitutional predispositions (Moebius, 1893). In 1896,
Kraepelin (1896) divided endogenous psychoses into manic—depressive insanity and
dementia praecox. Within the former, he grouped mania, depression, and mixed states.
Subsequently, British psychiatrists (e.g., Gillespie, 1929) distinguished neurotic (or reac-
tive ) depression from endogenous depression, the latter being thought to arise from inner
dysfunction, the former from life stress. Endogenous depression was characterized by a
subjectively distinct kind of misery, diurnal variation, psychomotor retardation, distur-
bance of appetitive functions, and mood-congruent hallucinations and delusions. The
more severe forms of endogenous depression were known as “melancholia,” charac-
terized, in accordance with the patient’s psychomotor activity, as “agitated” or “retarded.”
In DSM-III-R (American Psychiatric Association, 1987), “endogenous depression” is known
as Major Depression. Reactive Depression has been renamed Dysthymia, a term borrowed
from Kahlbaum (1863).

During the 1960s, bipolar manic—depressive disorder was separated from other types
of affective disorder. The concept of bipolarity was borrowed from Leonhard (1957). The
term “unipolar depression” is currently used to contrast with “bipolar depression,” an
episode of depression occurring in a cyclical bipolar disorder. Gershon, Bunney, and
Leckman (1976) have distinguished Bipolar I disorder (with manic and depressive
episodes) from Bipolar II disorder (which has hypomanic and depressive episodes).

During and after the 1930s, a vigorous debate arose, one side (associated with Lewis,
1934) contending that reactive and endogenous depression formed a continuum differing
only in severity, the other side (e.g, Kiloh & Garside, 1963) asserting that the two
conditions were categorically distinct. Following World War II, the debate was fought out



in a series of factor—analytical studies of depressed patients. Kendell and Gourlay (1970)
found evidence for a dimensional model, whereas Kiloh and Garside (1963) and Kiloh,
Andrews, Neilson, and Bianchi (1972) repeatedly extracted a factor contrasting “endoge-
nous” with “neurotic” depression. Subsequent cluster analyses of mixed samples (e.g.,
Everitt, Gourlay, & Kendell, 1971; Grove et al., 1987; Matussek, Soldner, & Nagel, 1982;
Paykel, 1971; Pilowsky, Levine, & Bolton, 1969) have consistently identified a distinct
endogenous group. On the other hand, reactive depression has repeatedly decomposed
into heterogeneity and may be no more than a diagnostic artifact (Kiloh & Garside, 1977).
Others have suggested that the “neurotic” pole of the aforementioned “endogenous—
neurotic” factor is a mix of anxiety and coping style rather than “neurotic depression”
per se (Mullaney, 1984; Parker et al.,, 1990).

The Concept of Depression in Child Psychiatry

Psychoanalysis fostered the concept that children could become depressed. Working
from observations made during play therapy, Melanie Klein (1948, 1949) theorized that
normal infants pass through a depressive stage. From a different perspective, Freud and
Burlingham (1944) noted the depressive responses of evacuated children who had been
separated from their mothers during the London blitz. The work of Kilein and Freud
foreshadowed that of Spitz and Wolf (1946) on anaclitic depression and hospitalism and
evolved into the theories of Bowlby (1952, 1969, 1973, 1980) concerning attachment,
separation, and loss.

On the other hand, although many European psychiatrists (e.g., Kuhn, 1963) diag-
nosed depression in children, psychoanalysts (e.g., Finch, 1960; Rie, 1966; Rochlin, 1959)
were of the opinion that prior to adolescence, children lack the superego development
required to manifest a true melancholia. If pathological guilt were to be regarded as the
cardinal feature of melancholia, the psychoanalytic viewpoint was undoubtedly true;
however, pessimism and low self-esteem are commonly manifest by depressed children
and may be the preadolescent counterpart of depression.

The issue was reopened in the 1960s when several authors (e.g,, Toolan, 1962; Glasser,
1967; Malmquist, 1971) suggested that oppositional behavior, conduct problems, poor
school performance, and somatic symptoms could, in some cases, represent “depressive
equivalents” or the manifestations of “masked depression.” Pathological guilt was displaced
as the essential ingredient of childhood depression. Subsequently, stimulated by advances
in biological psychiatry, several authors designed rating scales and structured interviews
that adapted adult criteria to the diagnosis of childhood depression (e.g., Ling, Oftedal, &
Weinberg, 1970; Weinberg, Rutman, Sullivan, Penick, & Deitz, 1973; Cytryn & McKnew,
1972; Poznanski & Zrull, 1970; Kovacs, 1982, 1985; Puig-Antich & Chambers, 1978;
Herjanic & Campbell, 1977; Hodges, Klein, Stern, Cytryn, & McKnew, 1982; Costello,
Edelbrock, Kalas, Kessler, & Klaric, 1982). In a landmark study, Carlson and Cantwell
(1980) found that depressive mood and vegetative signs were prevalent among depressed
children—in other words, that depressive phenomenology could be unmasked by syste-
matic interviewing. These findings were corroborated by Cytryn, McKnew, and Bunney
(1980), Carlson and Kashani (1988), and Ryan et al. (1987). As a result, the only concession
made to childhood depression in DSM-IV (American Psychiatric Association, 1994)
criteria is to substitute irritability for depression and reduce the time requirement for
dysthymia from 2 years to 1 year.

During the past decade, research into childhood depression has burgeoned, partic-
ularly with regard to its epidemiology (e.g., Kashani & Simonds, 1979; Kashani et al,, 1983)
and biochemistry (Puig-Antich, 1986). Major depression and dysthymia are frequently
diagnosed, and antidepressant medication is freely prescribed.
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Despite the convictions of many clinicians, the empirical evidence for major depres-
sion is incomplete. Studies that apply adult depressive criteria to children and adolescents
introduce potential fallacies. Many disturbed children are polysymptomatic; rating scales
and interviews designed with preconceptions about the symptomatic structure of a
depressive disorder could isolate a spurious syndrome from a larger set of nonspecific
clinical phenomena. Clinicians affected by confirmatory bias may unwittingly suggest
symptoms to their interviewees or encourage them to endorse marginal complaints,
whereas “halo” effects will incline interviewers to detect the remaining criteria for a
favorite syndrome after the cardinal features have been identified. In this way, square pegs
are jammed into round pigeonholes. Furthermore, as Kovacs (1986) has described,
metacognitive immaturity prevents children from exhibiting the introspective, self-
monitoring thought required to report accurately on their subjectivity. These problems
are magnified when an emotionally disturbed child, removed from a disruptive home and
placed in unfamiliar surroundings, is confronted by a curious stranger who launches
into an interminable and apparently irrelevant interrogation.

Validating Criteria

How, then, can a disorder be validated? Taken together, the following criteria support
the hypothesis that a particular syndrome is categorically distinct:

1. Natural bistory: Patients with the syndrome have a predictable onset, course, and
outcome.

2. Psychobiological markers: The syndrome is associated with abnormalities of
pathophysiology, pathochemistry, or structure.

3. Genetic studies: Pedigree, twin, adoption, and chromosomal studies support a
genetic etiology.

4. Response to treatment: Patients with the hypothetical disorder should respond
predictably to treatment aimed at etiology.

5. Construct validity: Using multivariate analysis, the clinical syndrome on which the
disorder is based should be both empirically isolable and capable of identifying a
distinct cluster of patients from a larger population. The patients thus categorized
should exhibit the natural history, markers, genetic features, and response to
treatment described above.

Let us apply these criteria to the concept of a categorical unipolar major depression in
adulthood.

Natural History

Unipolar depression usually begins in middle age (Perris, 1966). Patients, on average,
have three to five episodes (Perris, 1966). The first episode usually has a precipitant
stressor, but subsequent episodes are less likely to (Zis & Goodwin, 1979). Episodes in
later life are more severe (Cutler & Post, 1982). Untreated episodes usually last 7—14
months (Perris, 1966). Before the introduction of electroconvulsive therapy, the suicide
rate was 15-30% (Tsuang, 1978). Dysthymia, which is almost certainly heterogeneous,
has no such historical clarity.

Psychobiological Markers

Gold, Goodwin, and Chrousos (1988a,b) have reviewed research into the markers of
depression. The most consistent finding is hypercortisolism not suppressed by dexametha-



sone and without the diurnal rhythmicity manifest by normal adults. Less consistent
findings concern diminished somatostatin and arginine vasopressin, a blunted response of
growth hormone to clonidine or insulin-induced hypoglycemia, and an attenuated re-
sponse of thyroid-stimulating hormone to thyrotropin-releasing hormone. It is postulated
that melancholia is a chronic, generalized stress response that has escaped counterregula-
tion by glucocorticords.

Major depression is associated with an alteration of circadian rhythm, as well as
polysomnographic evidence of shortened REM latency, redistribution of REM sleep to
early in the period of sleeping, prolonged sleep latency, wakefulness, decreased arousal
threshold, and early morning waking (Wehr & Goodwin, 1981).

Genetic Studies

Affective illness congregates in the family trees of unipolar depressives (Rice &
McGuffin, 1986). Gershon, Bunney, and Leckman (1976) and Bertelsen, Hawald, and
Hauge (1977) found that about 50% of monozygotic twins were concordant for unipolar
depression compared to about 25% of dizygotic twins. No convincing evidence has been
gathered of a genetic difference between unipolar depression and dysthymia. Most of the
research on gene loci has concerned bipolar disorder and will not be summarized here.

Response to Treatment

Somatic therapies are required to relieve melancholia. Akiskal (1986) summarizes
numerous controlled studies as follows: Electroconvulsive therapy aborts about 90% of
melancholic episodes, heterocyclic antidepressants about 70% .

Construct Validity

Empirical evidence for the categorically distinct nature of major depression has
accrued gradually during the last 30 years. Several statistical techniques have been
employed to investigate this matter (Trull, Widiger, & Guthrie, 1990): principal compo-
nent analysis (PCA), cluster analysis, bimodality analysis, admixture analysis, and latent
class analysis. Up to this time, the first three of these techniques have been the most often
applied in construct validity studies.

PCA validates a factorial syndrome, but it is not helpful in determining whether the
syndrome is categorically distinctive, since all subjects score on all the factors derived. It
serves best to isolate syndrome factors that can then be used as the basis for cluster or
bimodality analysis.

Cluster analysis sorts out homogeneous subgroups on the basis of a measure of
similarity such as a factor score. However, it is uncertain which of the numerous
techniques of cluster analysis should be employed, nor is it clear how to determine the
correct number of clusters. Grove and Andreason (1986) and Meehl (1979) suggest that
cluster analysis should be used for hypothesis-testing rather than exploration.

Bimodality analysis (e.g., Hasselblad, 1966; Lord, 1958; Wainer, 1978) tests for a gap or
gaps in the distribution of scores on a factor. However, bimodality emerges only if there is
little overlap between two distributions, and Grayson (1987) asserts that in some circum-
stances, bimodality can be exhibited by dimensional variables.

Admixture analysis examines the distribution of canonical coefficient scores derived
from discriminant function analysis in order to determine whether a distribution is best
explained by one or more components. However, discriminant function analysis requires a
prior diagnostic categorization, thus potentially introducing a circular logic.

Maximum covariance analysis (Meehl, 1973), a form of latent class analysis, utilizes
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the concept that the covariance between two signs of a latent class variable will be
minimized in homogeneous groups and maximized in mixed groups.

As already discussed, numerous factor-analytical and cluster-analytical studies of
mixed adult depressive populations have isolated a depressive syndrome within which a
distinctive group of depressed patients have congregated.

Validating Major Depression in Children and Adolescents

Natural History

Zeitlin (1972, 1985) compared three groups: people who had been treated at the
Maudsley Hospital both as children and as adults, patients who had been treated only as
children, and a sample treated only as adults. Of those depressed adults who had been
treated as children, few had had depressive conditions when younger. Of those children
regarded as depressed, few were subsequently diagnosed as depressed in adulthood.
However, among a small subsample who were depressed on both occasions, there was a
clear continuity in the clinical picture. Rutter (1986 ) noted that this study does not clarify
whether depressive disorder should be diagnosed regardless of its associated symptoma-
tology or whether depression is best considered a response to stress rather than an illness.
To complicate matters, one might add that either explanation could be valid, depending on
the child in question.

Kovacs, Feinberg, Crouse-Novak, Paulauskas, and Finkelstein (1984a) and Kovacs et al.
(1984b) conducted a 5-year follow-up of children diagnosed as having major depression,
dysthymia, and adjustment disorder with depressed mood. Children with major depres-
sion and adjustment disorder recovered more quickly than those with dysthymia. Subse-
quent major depression occurred in 70% of those who had had major depression or
dysthymia when younger, and was virtually restricted to them. Garber, Kriss, Cock, and
Lindholm (1988) found that 100% of a sample of depressed adolescent inpatients had a
recurrence of depression over the next 8 years. Kovacs et al. (1984b) found that 70% of
child and adolescent major depressives had had a further major depression within 5 years.

Harrington, Fudge, Rutter, Pickles, and Hill (1990) located from existing psychiatric
records 80 child and adolescent depressives and 80 matched controls. Subjects were
located an average of 18 years after initial contact, using evaluators blind to the original
diagnosis. Among the index group, there was a 58% incidence at follow-up of adult
depression of any type and a 35% incidence of major depression. Compared to the
controls, the depressed group, as adults, were 5 times more likely to exhibit any form of
depression and 7 times more likely to suffer from major depression. It should be noted that
the majority of the youthful depressives who exhibited major depression in adulthood
were adolescent at the time of initial diagnosis.

Treatment Response

Despite the enthusiasm with which antidepressant drugs are prescribed today, there
have been only four controlled studies of their efficacy in children and adolescents. Puig-
Antich et al. (1987) and Geller, Cooper, McCombs, Graham, and Wells (1989) found that
imipramine and nortriptyline failed to surpass placebo in the treatment of prepubertal
major depression, while Kramer and Feiguine (1981) and Geller (1989) found amitrip-
tyline and nortriptyline no better than placebo in the treatment of adolescent depression.
Thus far, no controlled study of antidepressant medication has demonstrated a significant
experimental effect.



Psychobiological Markers

Puig-Antich et al. (1981, 1984 ) found that, compared to dysthymic and nondepressed
controls, a small group of prepubertal children with major depression secreted less growth
hormone in response to insulin-induced hypoglycemia and more growth hormone while
asléep. In prepubertal major depressives, no evidence has been found for a blunting of the
response of thyroid-stimulating hormone to thyrotropin-releasing hormone (Wagner,
Saeed, Skyiepal, & Meyer, 1991). Cavallo, Hejazi, Richard, and Meyer (1987) found lower
nocturnal plasma levels of melatonin in a small sample of major depressive children
compared to short-statured controls. After promising earlier studies (Puig-Antich et al.,,
1979; Puig-Antich, 1983 ), Puig-Antich et al. (19892a) and Doherty et al. (1986) found no
evidence of hypercortisolism when children with major depression were compared with
nonaffective psychiatric controls. However, Weller et al. (1985) found evidence for
hypercortisolism in a sample of hospitalized prepubertal major depressives. Studies of
dexamethasone suppression in childhood depression have been reviewed by Casat, Arana,
and Powell (1989). The results have been contradictory; the specificity of the test has been
questioned, and the sensitivity has varied between 40% and 60% .

Puig-Antich et al. (1982) and Young, Knowles, MacLean, Boag, and McConville (1982)
found that the polysomnographic records of prepubertal major depressives did not reveal
the decreased REM latency, decreased slow wave sleep, increased REM density, decreased
sleep efficiency, or abnormal REM distribution that characterize adult depressives and
that the sleep architecture of depressed children did not differ from that of normal
children. Lahmeyer, Poznanski, and Beller (1983 ) and Goetz et al. (1987) found changes in
the sleep patterns of depressed adolescents, but their results were not consistent. A recent
study by Emslie, Rush, Weinberg, Rintelmann, and Roffwarg (1990), comparing prepuber-
tal major depressives to normal controls, has detected longer sleep latency, shorter REM
latency, more individual short REM latency intervals, and a greater amount of REM sleep.

In summary, psychobiological studies of childhood and adolescent depression have
yielded inconsistent findings. However, because too little is known concerning the effect
of normal developmental neuroendocrine changes on the functions in question, these
studies should be regarded as preliminary.

Genetic Studies

Puig-Antich et al. (1989b) conducted a controlled study of the family history of
prepubertal major depressives, nonaffective psychiatric controls, and normals. Compared
with major depression in later life, the diagnosis of major depression before 20 years of age
was associated with an increased rate of major depression in first-degree relatives.
Depressive children had significant higher rates of major depression, alcoholism, and other
diagnoses in first-degree and second-degree relatives. Puig-Antich has suggested that
familial alcoholism potentiates prepubertal depression in genetically vulnerable children,
that the search for a “pure” major depression in childhood might be futile, and that major
depression allied to conduct disorder might be a nongenetic phenocopy of major depres-
sion. No twin or adoption studies have been undertaken with prepubertal or adolescent
depressives.

Construct Validity

The multivariate analyses of child and adolescent symptomatology have been dis-
cussed by Achenbach and Edelbrock (1978), Dreger (1982), and Quay (1986). Quay
reviewed 61 factor analyses of behavior ratings, case history studies, peer ratings, and self-
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reports in samples of both sexes from 3 to 18 years of age, derived from school, special
classes, delinquency institutions, clinics, and hospitals. The most common factors isolated
corresponded to undersocialized aggression, socialized conduct problems, attention-
deficit, mixed dysphoria, schizoid withdrawal, and social ineptness. The typical ele-
ments of the mixed dysphoria factor were as follows: anxious, shy, depressed, sensitive,
feeling worthless, self-conscious, lacking in confidence, confused, weepy, aloof, and
worrying. This factor appears to be an amalgam of emotionality, sadness, and shyness.

Working from a large outpatient sample, Achenbach and Edelbrock (1983) isolated a
mixed depressed—withdrawal—-delinquent factor for adolescent girls, but no depressive
factor for adolescent boys. The following “depressive” factor was isolated from prepubertal
boys: feeling worthless, guilty, needing to be perfect, feeling unloved, worrying, de-
pressed, fearing own impulses, suicidal talk, and lonely. This factor is similar to the mixed
dysphoria factor already described.

Lessing, Williams, and Revelle (1981) isolated a depressive syndrome by cluster-
analyzing parents’, teachers’, and clinicians’ ratings of a predominantly outpatient sample.
Ryan et al. (1987) factor-analyzed Kiddie Schedule for Affective Disorders and Schizo-
phrenia (K-SADS) (Chambers et al., 1985) data elicited from prepubertal and adolescent
patients attending an affective disorders clinic. The following factors were isolated:
depressed—anhbedonia; negative cognition—suicide; anxious—insomniac—somatizing,
appetite—weight; and irritable—agitated—antisocial. The first factor was composed of the
following items: anhedonia, fatigue, psychomotor retardation, withdrawal, depressed
mood, hypersomnia, anorexia, decreased weight, and diurnal mood change.

In a principal-components analysis of K-SADS data derived from 95 children (aged 9—
16 years) and their parents referred to a depression clinic, Kolvin et al. (1991) extracted
four factors: endogenous depression, negative cognition, anxiety, and anger—agitation.
These factors are consistent with those isolated by Ryan et al. (1987). Subsequent cluster
analysis identified three broad clusters: negative cognition, endogenous depression,and a
mixed conduct problems—neurosis group. There was reasonable consistency between
these clusters and clinical diagnosis. The “endogenous depression” factor derived from
children was composed of the following items: anhedonia, withdrawal, dysphoric mood,
loss of appetite, loss of energy, irritability, and somatic complaints.

Kolvin et al. (1991) suggest that “comorbidity” explains the lack of concordance
between clinical and empirical diagnosis that has been noted in some studies (e.g.,
Nurcombe et al.,, 1990). However, Achenbach (1991) suggests that apparent comorbidity
may arise as an artifact of diagnostic models that impute false boundaries between
dimensionally continuous syndromes. In some cases, apparent comorbidity might stem
from a higher-order pattern of concurrent problems reflecting a single diagnostic group-
ing, rather than the overlap between two separate disorders.

In two related studies, Nurcombe et al. (1989) and Seifer, Nurcombe, Scioli, and
Grapentine (1989) employed multivariate techniques in order to search for a depressive
factor among adolescent and child outpatient and inpatient samples. In doing so, they
adapted the following ground rules from Ni Bhrolchain (1979);

1. Multivariate analysis should be used deductively, not to generate hypotheses.

2. A hypothesis having been stated, every attempt should be made to maximize the
chance of finding the reverse.

3. The data should be elicited by or from people with no preconception about the
hypothesis. Omnibus instruments should be used in order to avoid the kind of
circular logic that many structured interviews entail.

4. Principal-components analysis is best used to identify syndromes. Cluster analysis
lends itself to the isolation of categorical subgroups.

5. Syndromal factors and categorical clusters should be isolated from current symp-



tomatology and mental status. Clusters can then be validated by associating them
with other features such as family history, outcome, psychobiological characteris-
tics, and response to treatment.

6. The results of one cluster analysis should be checked with a second clustering
technique.

Data for the Nurcombe—Seifer analyses were derived from parental Child Behavior
Checklists (CBCLs) on 126 adolescent outpatients, 216 adolescent inpatients, 193 child
outpatients, and 91 child inpatients. Principal-components analysis of adolescent out-
patients did not identify a convincing depressive factor. However, the analysis of adoles-
cent inpatients yielded three factors: conduct problems, depression, and social ineptness.
The depression factor was not bimodal in distribution. Table 1 lists the items that loaded
most heavily on the depression factor.

Two separate hierarchical cluster analysis were then performed on Z-scaled factor
scores. Both analyses isolated a depression cluster containing 11-15% of the sample. The
cluster was validated against Minnesota Multiphasic Personality Inventory and Children’s
Depression Inventory scores, but not against clinical diagnosis, suggesting a trend toward
an overdiagnosis of depressive disorder by hospital clinicians.

A similar multivariate analysis of 284 6- to 12-year-old inpatients and outpatients
extracted only a weak depressive component (see Table 2). Two separate cluster analyses
failed to isolate a depressive category. There was no evidence of bimodality in the
prepubertal depressive factor.

Using an expanded data set of 1345 child and adolescent outpatients and inpatients from
multiple rural and urban sites, Weiss and Nurcombe (1992) undertook a complex multi-
variate analysis of CBCL data. Only adolescent inpatients yielded a convincing depression
factor (attempts suicide, fears school, fears own impulses, has to be perfect, feels unloved,
feels persecuted, feels worthless, likes to be alone, anxious, guilty, self-conscious, shy,
moody, sulks, talks of suicide, insomniac, anergic, sad, withdrawn, worrying). Despite two
cluster analyses and one latent class analysis, no convincing depressive cluster was
isolated.

In summary, there have been many factor-analytical studies of child and adolescent
psychopathology, but few have identified a convincing depressive factor. In most instances,
depressive phenomena are commingled with emotionality and social ineptitude. However,
since most of these studies were of outpatients, pure depression may have been too
uncommon to be detected. Several recent studies—two of children and adolescents in a
mood disorders clinic and two of hospitalized adolescents—have identified cleaner
depressive factors. Only two studies (Kolvin et al., 1991; Nurcombe et al., 1989) have
identified a categorically distinct depression cluster; however, few cluster analyses have
been attempted in children and adolescents.

Table 1. Depression Factor Items and Factor Loadings
Derived from Adolescent Inpatients®

Item Loading Item Loading
1. Threatens suicide  (0.58) 7. Shy (0.52)
2. Depressed (0.57) 8. Overtired (0.52)
3. Worrying (0.57) 9. Nightmares (0.51)
4. Anxious (0.54) 10. Fears doing bad  (0.51)
5. Feels worthless (0.54) 11. Underactive (0.51)
6. Trouble sleeping (0.53)

4From Nurcombe et al. (1989).
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Discussion

The concept of major depression in adulthood is supported by studies of its natural
history and response to treatment. It is associated with changes in neuroendocrine
function and disruption of circadian rhythms. The diagnosis is further supported by family
aggregation and twin studies. Multivariate analyses of mixed data sets have repeatedly
identified a factor that polarizes endogenous depression and neurosis and have isolated a
cluster of patients consistent with a categorical major depression. Dysthymia, on the other
hand, decomposes, on analysis, into a mixture of temporary reactions to life stress, grief
reactions, chronic personality traits, coping style, and the residua of major depression. It is
probably a diagnostic artifact.

Contemporary enthusiasm for the diagnosis of major depression in childhood has
come almost entirely from the application of adult criteria and techniques. However, it is
unlikely that the phenomenology of childhood depression is completely isomorphic with
that in adults. Furthermore, children—especially emotionally disturbed children—Ilack
the metacognitive competency required to report their own psychopathology with
accuracy.

Three studies have demonstrated a continuity of depressive syndromes between
childhood, adolescence, and adulthood. Some depressed children appear to grow up to
become major depressives in adolescence or adulthood. These three studies represent the
most impressive support for the validity of the diagnosis. However, there are numerous
problems. The suicide rate is markedly higher in adolescents than in children and has
increased in the last 20 years. Among children, male depressives are twice as prevalent as
female, the reverse of the sex ratio in adolescence. Furthermore, in children and adoles-
cents, major depression and dysthymia are entangled with aggressivity, antisocial behavior,
anxiety, and substance abuse more frequently than is the case with adults (Puig-Antich,
1987).

The diagnosis of depression in childhood and adolescence has not been supported by
the efficacy of antidepressant therapy, and the psychobiological evidence in favor of this
diagnosis is patchy. However, it is fair to say that all the evidence is not yet available. The
failure to find consistent pharmacological or psychobiological support for the validity of
the diagnosis could be explained by small sample size, instrument insensitivity, faulty
original case selection, the rarity of major depression, or, finally, the invalidity of the
diagnosis.

One family pedigree study has found an aggregation of major depression, alcoholism,
and other psychiatric disorders among the relatives of depressed children. As with the
comorbidity question, the relationship between childhood depression and parental alco-
holism, depression, and mental illness is probably complex. It is unlikely to be solely
hereditary in nature.

Table 2. Depression Factor Items and Factor Loadings
Derived from Child Inpatients and Outpatients®

Item Loading Item Loading
1. Worrying (0.61) 6. Fears doing bad (0.51)
2. Must be perfect (0.57) 7. Nightmares (0.50)
3. Feels worthless (0.57) 8. Suicidal ideation  (0.46)
4. "Too guilty (0.57) 9. Anxious (0.46)
5. Depressed (0.54) 10. Self-conscious (0.40)

“From Seifer et al. (1989).



Construct-validity analyses have offered inconsistent support for the existence of a
depressive syndrome. In most studies, depression emerges as part of an impure dysphoria
factor, along with anxiety and social ineptitude or withdrawal. However, recent research
has isolated an acceptable depressive syndrome from hospitalized or mood-disordered
patients, possibly because these samples contained more severe or developed cases. In one
study, a categorical depressive cluster was found in adolescent inpatients, but not in either
adolescent outpatients or a mixed sample of prepubertal children. Among adolescents,
there is some empirical evidence for the existence of a small group of patients who have a
categorical depression and a larger group whose depression is dimensional and nonspecific
in nature.

A Speculative Conclusion

Without question, many children and adolescents suffer from emotional problems in
which sadness is a prominent feature. It is still unclear, however, whether a true categorical
depressive disorder can be isolated, linked to a predictable genetic background, psycho-
biology, and natural history, and associated with a specific etiology and treatment. To
pursue these ends, we require high-risk longitudinal studies (e.g., of the progeny of high-
risk pedigrees) utilizing a variety of methods for gathering phenomenological data and
combining descriptive psychiatry with studies of the attitudes of high-risk children to
themselves, their social environments, and their futures. At the same time, the search for
family aggregations, psychobiological markers, and effective treatments should continue.
How can developmental psychopathology contribute to this enterprise?

The panoramic developmental theories of Freud and Piaget are in decline. Contempo-
rary developmental researchers shuttle to and fro between their data and parsimonious
constructs derived from information-processing, social learning, and ethological theories.
Up to now, they have had little contact with descriptive psychiatrists and biological
researchers, who hunt for needles of melancholia in the haystack of dysthymia. How can
the two groups communicate?

Sroufe and Rutter (1984), Santostefano (1978), and Cicchetti and Schneider-Rosen
(1986) suggest that behavior can be interpreted only within a total psychosocial and
developmental context; for example, the misery of bereavement may have a different
significance from sadness following punishment. Later experience does not have a random
effect on individuals; it is assimilated in accordance with temperament, previous experi-
ence, and previously learned coping techniques. Development is not linear. It results from
the incorporation, reorganization, and subordination of old and new elements, proceeding
from global, inflexible, fragmentary origins toward increasingly specific, flexible, and
hierarchically organized ends. There is no need to postulate fixation or regression as the
basis of psychopathology. Disturbed behavior results from a failure to reorganize and
subordinate anachronisms that continue to operate in an inflexible, fragmentary, and
ultimately maladaptive manner.

The attachment system is a particularly promising field of research. Activated by the
threat of danger, attachment entails behavior that is later incorporated within and subordi-
nated to the emerging systems of social affiliation, mating, and parenting. The link between
early attachment experience and later behavior is conceivably via internal representations
or “working models” of the self-in-relation-to-significant-others (Bowlby, 1969; Bretherton,
1985). Theoretically, then, disruption in early attachment could be linked to later depres-
sive psychopathology via global, inflexible, poorly organized, unintegrated, and dysfunc-
tional self-other representations (Cicchetti & Schneider-Rosen, 1986; Cummings &
Cicchetti, 1990).

A number of questions spring to mind:
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1. What is the influence of heredity in predisposing individuals to later depressive
conditions? Does it operate by making some individuals more vulnerable to
attachment disruption or to subsequent risk factors? Does it limit or define the
coping techniques available? Does it render biochemically predisposed individuals
more likely to tip over from misery into melancholia?

2. If attachment disruption is a significant antecedent stress, does it act in an
undifferentiated manner, or do such perturbations as parental depression, separa-
tion, bereavement, abandonment, rejection, or abuse have differential effects?

3. Ifthe effects of different types of attachment disruption are differentiated, can they
be related to definable types of pathology in self-other representations? For
example, does a mixture of parental coercion, inconsistency, and neglect predis-
pose children to conduct problems? What are its inner representations? Do such
representations engender hostile, provocative transactions with others, leading to
self-fulfilling prophecies of failure, disappointment, rejection, and self-hatred?

4. Can a depressive precursor condition be identified (cf. Cicchetti & Aber, 1986)? Is
it homotypic or heterotypic with later depression? Does it evolve into depression
through invariant stages, with definable turning points?

5. If a precursor—outcome evolution can be delineated, what are the environmental,
psychological, and biological factors that propel individuals toward a depressive
outcome? What protects them from moving in that direction?

6. Can protracted dysthymia tip over into a neuroendocrinologically decompensated
melancholia? If so, what are the hereditary, biological, or psychosocial factors that
push individuals over the melancholic edge? At what age is such a decompensation
possible?

7. How does helplessness relate to hopelessness? Why do some individuals give up
hope, and how does their doing so affect the neuroendocrine system?

These questions suggest a complex linkage between genetic predisposition, attachment
disruption, representational pathology, dysfunctional social interaction, precursor states,
risk/protective factors, “dysthymia,” and melancholic neuroendocrine decompensation
(cf. Cicchetti & Aber, 1986). Naive? Certainly. But a potentially useful scaffolding for
research design.
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Dynamic and Interpersonal
Theories of Depression

Jules R. Bemporad

Introduction

In contrast to the wealth of literature on psychodynamic and interpersonal theories of
depression in adults, there is a paucity of contributions examining these aspects of
depression in adolescents, and particularly in children. This relative neglect of psycho-
dynamic approaches to juvenile depression may seem surprising, since some of the major
psychoanalytic theorists of depression, such as those of Freud and Abraham, specifically
implicated childhood events in the etiology of adult mood disorders. Freud suggested the
loss of a love object or the love of that object in early childhood as predisposing to adult
melancholia, if a substitute object could not be found. Abraham went so far as to postulate
the existence of a childhood episode of depression, termed “primal parathymia,” second-
ary to a disappointment in the child’s relationship with his or her mother in the history of
adult depressives. Later psychoanalytic authors such as Rado and Jacobson continued to
consider adult depression as the result of childhood experiences that were devoid of
adequate care or love, often casting the adult experience as a reliving of the childhood
disillusionment with needed others and the frustration of not receiving the required
nurturance from parental figures.

Even more surprising, given the theoretical reliance on an earlier depressive epi-
sode as a precursor to the adult disorder, was the uniform belief that true depression could
not occur in childhood. The reasons for this prevailing opinion were that children had not
as yet formed a true superego or an appropriate self-representation, both of which were
held to be crucial to the intrapsychic creation of the experience of depression. In actuality,
this distinction was intended to separate the melancholic disorder of adults, which was
noted for its marked self-recriminations and low self-regard, from the transient dysphoric
moods of children. Therefore, when the classic psychoanalytic formulations of depression,
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such as anger turned against the self or as the realization of a great disparity between the
ego ideal and the true self, were applied to children, the theories simply did not readily fit
either the clinical picture of depression or existing knowledge of the developmental
capabilities of children. As Rie (1966) concluded in an early review of childhood
depression, the developmental lack of a future orientation in children precluded their
succumbing to hopelessness in the face of frustration; therefore, adult forms of depression
could not be experienced or expressed by children. The major difficulty seemed to be that
the psychodynamic models used to explain some, and usually severe, forms of adult
depression were inapplicable to the immature psychic structure of children.

A possible theoretical avenue toward resolution appeared in the 1950s and 1960s with
anewer and more simplified formulation of depression. In 1953, Bibring (1953 ) proposed a
novel psychodynamic explanation of adult depression, devoid of the prior metapsychologi-
cal constraints and assumptions, that could find applications to individuals of all ages.
Bibring proposed that depression was the emotional counterpart of a perceived helpless-
ness of the ego to obtain needed narcissistic supplies from the environment. When an
individual was deprived of some crucial area of gratification or meaning, and was helpless
to restore whatever was lost, he or she experienced a sense of ego helplessness, together
with the affect of depression and a breakdown of the usual mechanisms for maintaining
self-esteem. This narcissistic blow could result from the acknowledgment that some lofty
aspiration for success or power was doomed to failure, or that the individual would never
achieve some cherished state of self, or that one’s need to be loved by an important other
would remain unfulfilled. Different deprivations would affect different individuals in
different ways, depending on each individual’s particular need and the relationship of that
need to the establishment of self-esteem. Depression, for Bibring, had a common core: the
loss of self-esteem secondary to the painful awareness that one is helpless to fulfill highly
important narcissistic needs. The degree to which one succumbs to helplessness may
depend on one’s prior history, one’s ability to substitute other sources of psychic gratifica-
tion, as well as external factors. Similarly, some individuals may “complicate” this basic
depressive mechanism by self-reproaches or self-accusations, while others may try to
defend against this painful state through denial, escape into action, or substance abuse. The
key feature of Bibring’s innovative approach is that by reducing the cause of depression to
helplessness in the face of narcissistic deprivation, he made it theoretically possible for this
affect and its concomitant clinical disorder to be applied theoretically to children and
adolescents, as well as adults.

A decade after Bibring’s contribution, Sandler and Joffee (1965 ) enlarged on Bibring’s
formulation and specifically utilized this newer model in the understanding of childhood
depression. These authors described depression as a basic psychobiological affective
reaction that arises automatically whenever an individual has lost a prior sense of well-
being. Like anxiety, another fundamental negative affect, depression is seen as becoming
abnormal when it persists for an undue length of time or when the child is unable to adapt
to it appropriately. Sandler and Joffee agree with Bibring that the essence of depression is
the feeling of having lost, or being unable to attain, something that is essential to
narcissistic integrity and that coupled with this feeling is the sense of being helpless and
being unable to remedy the loss. This painful state results whenever a necessary structure
for maintaining a sense of well-being is lost, be it through the absence of a loved one, the
frustration of some aspiration, or the curtailment of some meaningful function or activity.
It is when the individual sees him or herself as helpless, impotent, and resigned in the face
of deprivation that depression is experienced. However, not all individuals who experience
depressed affect, as most people do at one time or another, go on to develop a clinical
disorder. Most can overcome their plight through a variety of health-promoting or adaptive
maneuvers, while others succumb to increasing melancholia, which further hampers
return to normal functioning and feeling. The latter individuals who cannot deal suc-



cessfully with the initial and normal psychobiological affective reaction collapse into the
clinical disorder. Sandler and Joffee found that these more vulnerable individuals have
failed to properly individuate and move beyond their early attachment to parental figures
or that they hold unrealistic expectations of themselves. These authors present a two-stage
model of depression in which the first step represents a ubiquitous, automatic affective
reaction that is rooted in our neurobiology, while the second step represents a pathological
failure to deal with the initial affective reaction. The vulnerability responsible for the
progression to the second stage resides in a developmental failure to achieve autonomy
and reality orientation in terms of relationships and expectations.

Sandler and Joffee’s significant contribution—which formulated a practical theoreti-
cal psychodynamic model for, as well as delineated a clinical description of, childhood
depression—has had relatively little impact on the current study of this disorder in a
pediatric patient population. One possible reason for this neglect may be attributable to
the particular time at which their article appeared. In the late 1960s, there was still a fairly
uniform opinion among psychoanalysts that children could not suffer from depression
because of their immature psychic structure. At that time, true depression was concep-
tualized as severe melancholia with predominant manifestation of self-reproaches, which
were believed to display the basic mechanism of anger turned against the self. Milder
depressions that did not present with blatant self-recrimination but still displayed lowered
self-esteem were interpreted as due to a felt disparity between the real self and the ego
ideal, a comparison beyond the psychic abilities of children.

However, just as newer theoretical approaches (such as Bibring’s formulations) that
were less encumbered by metapsychological presuppositions were starting to make some
inroads in analytical circles, the remarkable success of monamine oxidase inhibitors
(MAOISs), and, later, of tricyclic compounds, in ameliorating many symptoms of depression
initiated a revolution of the manner in which this disorder was conceptualized. Many
practitioners revised their ideas of the etiology of depression from being based on
childhood maltreatment or loss (which was carried forward in the psyche to adult life)
to one of biochemical imbalance resulting from a genetic defect. The triggering role of a
precipitant was still accepted in the production of a clinical depressive episode, but the
individual vulnerability to decompensation was thought to reside in the activation of a
physiological defect rather than in a reliving of a childhood trauma.

This transformation in the interpretation of depressive phenomena mirrored a more
universal paradigm shift from a Freudian interpretive model to a Kraepelinian empirical,
descriptive approach to illness that allegedly shunned any theoretical bias. Therefore,
psychiatric conditions, depression included, were reexamined in terms of strict phenome-
nology or presenting symptoms without assumptions as to a meaningful connection
between symptoms or the supposed psychological purpose of certain symptoms. Dis-
orders were accepted as they presented and were described in objective detail in order to
permit uniformity in diagnosis with an absolute minimum of subjective interpretation.

The past few decades have witnessed a virtual explosion of research on depressive
disorders from an empirical framework. There have been innumerable studies on the
epidemiology of depression in order to assess its true prevalence in the population and
natural clinical course, on the family medical histories of depressed individuals in the
search for patterns of inheritance, on “biological markers” that could point the way to the
genetic locus of a depressogenic defect by revealing a linkage to known inherited
characteristics, and on biochemical processes of the nervous system usually involving
neurotransmitters and their receptors.

The study of psychopathology was dominated by this “medical model” of psychiatric
disorder when clinicians and researchers began to turn their attention to depressive states
in children and adolescence. It is not surprising that the majority of investigations into
pediatric mood disorders have reflected the current psychiatric zeitgeist and have focused

83

Dynamic and
Interpersonal
Theories



84

Jules R. Bemporad

on descriptive or organic aspects of these conditions. In contrast, studies looking at
psychosocial factors have been few and far between, although such studies have begun to
appear in recent years (see below). Throughout this shift from a psychodynamic “under-
standing” to a genetic “explanation” of depressive disorders in childhood, another area of
disagreement has centered on the effect of a child’s developmental progress on the
experience and manifestation of mood disorders. It has been argued that depression, as an
organic illness, has a uniform mode of expression with minimal modification regardless of
age, so that diagnostic criteria for adults can be applied readily to children. Others have
proposed that depression, as a psychological phenomenon, should vary in its presentation
in keeping with the relative degree of overall development.

The foregoing introduction should make clear that there remain a good many
unresolved issues regarding the etiology of depression as it occurs in individuals of all ages.
This chapter will present those studies that consider depression as a psychological
reaction to major disappointments or losses or to a chronically frustrating environment in
which basic emotional needs remain frustrated. This literature will be reviewed in a
developmental framework, assuming that the phenomenon of depression is modified in
parallel to the increased cognitive and social capacities of the developing child.

Descriptions of Depressive States

One of the earliest clinical studies in the child psychiatry literature described the
occurrence of depression-like states in infancy. In this pioneer paper, Spitz (1946)
recorded the reactions of 6-month old infants after abrupt separation from their mothers.
These children were described as sad, listless, weepy, and withdrawn. They also exhibited
little spontaneous movement, slow reactivity to stimuli, and appetite and sleep distur-
bances. Spitz concluded that this reaction to separation was an infantile mood disorder,
which he called “anaclitic depression,” emphasizing its age-appropriate dependent quali-
ties. The setting for Spitz’s observation was a prison in which female inmates were allowed
to keep their infants until the infants reached 6 months of age, at which time they were
removed to a special nursery that, while apparently sanitary and medically adequate,
offered minimal human contact or care. It may be of interest that in keeping with the
prevalent theory of the day, Spitz attempted to explain the infants’ depressive response
on the basis of aggression turned against the self. He argued that these children were
deprived of an external (maternal) object to absorb their innate aggressive drive and were
prevented from other possible release by reduced mobility, so that they had to turn their
hostility onto themselves. Others have interpreted Spitz’s observations differently, stress-
ing the children’s sudden loss of the physical warmth, emotional caring, and cognitive
stimulation that had been supplied by the now-absent mother and the lack of appropriate
substitution following separation.

The key role of attachment and the pathological effects of separation in infancy were
further elaborated by Bowlby (1960), who described a sequential process of stages of
separation observed in young children. The first stage is that of protest, in which the infant
is very upset and possibly attempts to summon the mother by screaming, crying, or
thrashing about. If the mother does not return, the infant demonstrates the stage of despair,
with silent crying, sad faces, and social withdrawal. If reunion has still not occurred, the
child moves on to the state of defense or detachment, during which he or she seems to
deny the separation and will relate to new adults in a friendly manner. In fact, during this
last stage, the infant may ignore the mother if she reappears. Bowlby did not consider any
of these stages as equal to depression, as a clinical entity, but described the stages as a
universal reaction to separation. In contrast to Spitz and other psychoanalysts of his time,
Bowlby (1973) conceived of the infant’s attachment to the mother from an ethological



point of view, stressing innate behavior sequences on the part of both mother and child that
initiate and strengthen an emotional bond that forms independently of any postulated oral
gratification.

It may therefore not be surprising to find that the Bowlby sequence of protest—
despair—detachment has been observed among higher subhuman primates who were
separated from their mothers, or from peers when raised in a group living situation
(McKinney, 1988). After an initial phase of postseparation protest, infant monkeys demon-
strate less physical activity, a lack of interest in their environment, decreased socialization,
reduced food and water consumption, and a variety of sleep disorders. These symptoms
mirror many of those found in melancholic forms of adult depression and may point to a
primal, evolutionary model of all later affective disorders. The finding that drugs that
increase norepinephrine levels reduce the severity of the symptoms in monkeys, while
drugs that reduce the levels of this neurotransmitter exacerbate the reaction, also points
to a common physiological basis for depressive affect in monkeys, infants, and adults.

However, despite these intriguing points of convergence, the phenomenon resulting
from separation demonstrated by simian or human infants cannot be equated with true
clinical depression. This reaction represents an innate and age-appropriate reaction to
separation in an immature organism that is time-limited and, from an ethological stand-
point, may serve the function of eliciting nurturance from other adult caretakers, thereby
ensuring the survival of the orphaned young in a social group. This reaction does resemble
depression physiologically, at least in terms of drug response, but is more like adult
mourning than melancholia in most other respects.

Clayton, Herjanic, Murphy, and Woodruff (1974) compared the symptom picture of
acutely bereaved and of severely depressed individuals and found important differences.
The bereaved group manifested less lowered self-esteem, fewer self-recriminations, less
suicidal ideation, and less psychomotor retardation. The depressed group expressed many
more feelings of hopelessness and worthlessness as well as a greater loss of interest in social
activities and relationships. Perhaps the interesting difference between the two groups was
that the bereaved group experienced their anguish as a normal continuation of their usual
psychic life, while the depressed group experienced their dysphoria as an abnormal state
that was discontinuous with their usual sense of self and included a qualitative change in
their relationship to their surroundings. Therefore, adult bereavement was seen as an
understandable response to a major external loss that was accepted by the bereaved as an
extension of their normal identity and (in time) resolved spontaneously. In these charac-
teristics, mourning resembles those depression-like syndromes of infancy more than does
adult clinical depression. At present, the infant’s reaction to separation appears to be a
prototype of later affective disorders and may exemplify the evolutionary and physiologi-
cal foundation for adult depression but is not equal to it.

Early Childbood

Although there are some theoretical attempts to account for a possible psycho-
dynamic structure of depression in early childhood, actual documentation of true affective
disorders existing during this developmental stage is most infrequent. Poznanski and Zrull
(1970) looked for evidence of depression in the charts of children who attended a
psychiatric clinic for a 5-year period. Of 1788 clinic records reviewed, they could find
only 1 of a child under age 5 whose symptoms were suggestive of a depressive disorder.
Similar results were reported by Kashani, Ray, and Carlson (1986 ) in their evaluation of 100
consecutive preschoolers referred to a child development unit. Only 1 child, who was
beyond the age of 6, met DSM-III criteria for major depression, and only 1 other child,
also 6 years of age, could be diagnosed as suffering from a dysthymic disorder. These
children, as well as 2 others, both age 4, who displayed partial dysthymic disorders,
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revealed other difficulties, in addition to having been raised in very disturbed home
environments. Of the 4 children, 2 responded rapidly to intervention, while 1 was lost to
follow-up and the other continued to be symptomatic 1 year later, but may not have
received treatment. Therefore, there is some question whether these dysphoric states of
young children are truly depressive disorders, in the sense of an actual illness, or whether
they represent understandable reactions to a chronically frustrating environment colored
by the relative immaturity of the individual.

The reactive nature of these conditions may be observed in most cases when the
children return rapidly to normal functioning when the source of their distress is removed
or when they are placed in situations that offer proper emotional care and stimulation. This
timely recovery leads one to ask whether anything internal in the child’s psyche had been
altered greatly, since there may be little evidence of the prior dysphoria. No one would
doubt that young children display depressive affects, but there is reason to doubt whether
this mood carries with it an alteration of self-evaluations or of negative occurrence in the
future.

For example, a young child [who has been reported previously (Bemporad, 1982)]
was admitted to a psychiatric unit because of chronic dysphoria and suicidal threats. This
girl was being raised by her great grandmother, who resented the child and felt her to be an
unfair burden. The great grandmother gave the child adequate housing and nutrition, but
very little in terms of emotional care. She would often leave the child at home alone at
night while she went drinking with friends and would return home intoxicated, where-
upon she would degrade the child, telling her how much she resented having to take care
of her. On the unit, this girl quickly became cheerful and responded well to the support
given to her from staff. In her doll play, she re-created her home situation by having a child
doll being rebuked by a mother doll. When asked why the child doll was being scolded, the
child replied that the doll had been “bad.” When asked what she meant by “being bad,” the
child replied that she was being scolded. This circular logic was appropriate for her
maturational stage, which according to Piaget (1952) is characterized by a “moral realism”
indicating that actions are judged by their consequences rather than their intent. It became
clear that this girl was reacting to a painful and frustrating emotional environment, but that
this experience had not, as yet, affected her view of herself or of others. She was responding
to her environment and was not able to reach conclusions that went beyond her immediate
experience.

McConville, Boag, and Purohit (1973) also found that the expression of depressive
affect varies with developmental level. In a study of 75 depressed children, they found that
children of the ages between 6 and 8 manifested an almost pure state of sadness without
accompanying cognitive aspects such as loss of self-esteem or guilt that typified the
depressive experience of older children. Therefore, depression in young children may be
qualitatively different from that in the older child, reflecting an immaturity of cognitive
and social development.

As for the role of current frustration or disappointment as a prime factor in producing
depressive responses in children who appear more able to rebound than do adults when
put in better situations, Kazdin, Moser, Colbus, and Bell (1985) addressed this question in a
study of the relationship of physical abuse and depression in a group of 79 inpatients, ages
6—-13. They found a higher rate of depression among abused than among nonabused
children, but only in those children who were still suffering abuse. Children with a history
of past abuse scored similarly to nonabused children on measures of depression and
hopelessness, but did show significantly lowered self-esteem. It is not stated whether this
difference was more marked in the older children in their sample. These findings suggest
that depression in younger children is not a truly self-perpetuating illness based on
relatively fixed, conscious or unconscious, pessimistic evaluations of the self and others,
and support the view that it is merely a situation-bound reaction.



Ultimately, the question whether transient, externally evoked episodes of dysphoria
represent a depressive disorder depends on how this illness is defined. Rather than
arbitrarily putting limits on the definition of depression, it might be more heuristic to
conceive of depressive phenomena as varying in complexity in parallel with the overall
development of the child. As Anthony (1975b) has cogently argued, depression may be
best characterized as undergoing development in parallel with the child’s development in
symbolism, representation, language, and logical operations. For younger children, this
response appears to be a rather uncomplicated reaction to continued deprivation of
emotjonal care from parents or to an uncompensated loss of a former love object.

Middle and Late Childbood

Piaget (1952) describes the child’s entry into the stage of concrete operations as the
supremacy of thought over appearance. This developmental achievement entails the
formation of specific schemata, or organizational concepts, through which experience is
judged and interpreted. The child no longer reacts to his immediate perceptual world, but
evaluates his experience according to cognitive filters. At this stage of development, the
child begins to look for reasons behind events in the early attempt to make some logical
sense out of the world around him or her and no longer accepts reality as a given. One of
the ramifications of this transformation is that the older child responds less directly to
unpleasantness in his environment and more to feelings of disappointment from within.
For example, McConville et al. (1973) found that depressed children of ages 8—10
expressed a sense of low self-esteem that had been absent in the manifestations of the
dysphoria of younger children.

The older child may still react with depressive affect to a situation of loss or
deprivation, but in addition to an expression of direct frustration may give reasons for the
unfortunate turn of events. The child may believe that he or she deserved their misfortune
because of some prior misdeed or because of some alleged imperfection in himself or
herself. This inner-generated dysphoria results from judgments that remain stable over
time and therefore do not respond readily to alterations in the environment. Similarly, the
dysphoria will be more generalized, affecting school performance or relationship with
peers, in addition to behavior at home. Therefore, this is the age when depressive reactions
become more stable and prolonged, even after a change in circumstances. Some re-
searchers, such as Kovacs and Beck (1977) and Puig-Antich (1982), have decided to
investigate only older children in their studies of depression, perhaps considering the
dysphoria of younger children as too unstable or as too difficult to diagnose with certainty.

Most descriptions of depression in this older age group report cognitive components
in addition to a dysphoric mood. Kazdin et al. (1985) found a high degree of hopelessness
and low self-esteem in depressed children who were physically abused. Similarly, Kaufman
(1991) reports a high prevalence of depression among a sample of 56 maltreated children
(mean-age 9 years, 7 months). Those maltreated who were depressed were found to be
older, to have evidence of more severe physical abuse, and to have experienced more
emotional deprivation, greater out-of-home placements, and fewer sources of social
support. The depressed children also showed significant differences in cognitive style,
attributing the outcome of positive events to external, unstable, and specific causes and
attributing the outcome of negative events to internal, stable, and global qualities. This last
finding, in particular, demonstrated the beginning of a mode of thought that may perpetu-
ate the depressive reaction and underlie such associated depressive symptoms as low self-
esteem or hopelessness. Kaufman (1991, p. 264 ) concludes that “it is not just what happens
to children, but how they make sense of events that happen to them that determines their
likelihood for developing a depressive disorder.”

Therefore, the depressive reactions of the older child may be considered of a different
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magnitude and quality than those of younger children. The child is now responding to
internal judgments rather than simply reacting to environmental circumstances. However,
this self-generated nature of depressive reactions should not be allowed to negate the
powerful influences of external events. The child reacts differently, but is still immersed
in a depriving, maltreating environment. The lack of emotional warmth in the families of
depressed children, the repeated separations, and the inappropriate burdens placed on
these children have been noticed even by researchers who were primarily interested in
biological aspects of the disorder. Puig-Antich et al. (1985) found that their sample of 52
depressed children showed greater problems in familial relationships than did neurotic or
normal controls. The depressed children were more impaired in verbal and affective
communication skills and were more rejected by their mothers. They were also more
involved in parental conflicts, had more troubled sibling relationships, and were teased
more by peers. These psychosocial difficulties were still manifest after the acute depres-
sive episode had resolved and seemed to constitute long-standing problems of inter-
personal relationships.

Difficulties in relationships had also been found in a group of older children by
Poznanski and Zrull (1970) in one of the first reported clinical series on childhood
depression. The 14 children described were uniformly withdrawn, often failing to make
eye contact with the research interviewers. These children were also self-derogatory,
feared failure, anticipated unfair treatment, and exhibited destructive and aggressive
behavior. It is of interest that the depressive disorders were not immediately reactive to the
loss of a loved person or a new situation, but rather appeared as part of an ongoing process
in the emotional life of the child. The parents of the depressed children were often
depressed themselves, but also critical of and emotionally detached from the index
children. This sample of depressed children was reevaluated in adolescence (Poznanski,
Krakenbuhl, & Zrull, 1976), when it was found that half were still depressed. In this
subsample, the parental rejection and criticism had continued.

A sample of 12 depressed youngsters, ages 7—17, reported by Bemporad and Lee
(1984) showed personality characteristics and familial relationships remarkably similar to
those found by Poznanski and Zrull. All the 12 children had been under considerable
emotional stress for some time, and when a precipitant could be identified, it appeared to
be but the last in a series of frustrations or losses. The mothers of the depressed children
gave evidence of chronic depression together with other forms of psychopathology. The
fathers, when present in the household, were also depressed. The parents often used the
index children as scapegoats for their own misfortunes and frequently were openly critical
and rejecting. Additional characteristics found by Bemporad and Lee were that the
depressed children were burdened by responsibilities beyond their years and that their
behavior was strictly controlled by the parent. In contrast to nondepressed controls, the
children were very involved in parental problems and appeared exploited by the parents
for support and counsel.They seemed to have limited extrafamilial relationships and few
independent interests to compensate for the difficulties experienced within the house-
hold. These children described a mode of familial relationship that is similar to the
“affectionless control” found by Parker (1981) in his studies of childhood memories of
adult depressives.

These studies characterize the depressed older child as having evolved a very low
sense of self-worth secondary to chronic criticism from parents, as demonstrating social
isolation and a lack of compensatory relationships due to familial control or restrictiveness,
and as having assumed inappropriate emotional burdens of discontented parents and
dysfunctional families. As with younger depressed children, chronic rejection by parents
and their lack of warmth or empathic understanding seem to play an important role in the
development of the disorder. At this stage of development, however, the child has created
an intrapsychic self-image that reflects his or her prior upbringing. The child now fears



failure, anticipates maltreatment, has stifled normal strivings toward autonomy or mastery,
and has developed an adherence to the strict behavior demands of the parents, in direct
relation either to them or to their internalized intrapsychic representations.

Adolescence

With the child’s passage into adolescence, the potential for experiencing depressive
feelings and true depressive illness greatly increases. In an epidemiological study of
psychiatric disorders among 2000 children on the Isle of Wight, Rutter (1986) found only
3 cases of depression at age 10 but 35 cases at ages 14—15. Similarly, Kashani, Rosenberg,
and Reid (1989) found the prevalence of depression in a community sample to be 4 times
greater at age 17 than at ages 8 and 12. The reasons for this marked increase in affective
disturbance following puberty may derive partially from external social expectations at
this time of life and partially from internal maturational changes that transform the manner
in which the self and the environment are phenomenologically apprehended.

In Western culture, the passage into adolescence involves the psychological abandon-
ment of the family unit and the establishment of a new network of relationships and roles in
society. The established and reliable modes of receiving affirmations of one’s worth from
family members or familiar teachers and friends may no longer be effective as the
youngster is faced with expectations of autonomy, new forms of relational behavior toward
peers and adults, and greater demands in terms of work or academic performance. These
pressures for more adult-like behavior are experienced at a time when major internal
changes are also occurring. The youngster achieves biological maturity and begins to
experience sexual feelings and longings. While much has been made of the disruptive
effects of puberty on the psychic equilibrium of the child, secondary sexual characteristics
may pose a greater threat to one’s self-esteem than lustful urges, particularly in the modern
context of our more permissive age. Secondary sexual characteristics are especially
problematic to the adolescent because these characteristics take on a public quality. The
bodily transformations that accompany puberty can be seen by others and can therefore
be judged by them. These physiological changes (or their retardation) may be perceived
as attracting admiration (or ridicule) from others and thereby greatly influence a teen-
ager’s opinion of himself or herself. The advent of procreative capacity also brings with it
the possibility of a new level of intimacy in relationships that can magnify fears of rejection,
exploitation, or responsibility. Therefore, the biological maturation of the reproductive
system causes immense alterations in the adolescent’s psychological and social life, not
only in terms of sexual feelings but also in causing marked changes in one’s body and in
creating a demand for new codes of interpersonal behavior.

Equally if not more radical inner changes occur in the adolescent’s cognitive capaci-
ties. As is well known, this is the time that true abstract thought becomes possible, and this
new potential has important ramifications in how the individual conceives of himself or
herself. Piaget (1952) describes these new abilities in thought as allowing for the
conceptualization of the hypothetical as well as for the actual, while simultaneously
rendering a more realistic account of the world.The adolescent is now able to project the
self into the future, so as to connect present actions with long-range consequences.
However, while the youngster has the understanding that some present occurrence will
affect his or her later life, the adolescent lacks the backlog of life experience to moderate
his or her predictions. Therefore, failing an exam precludes forever the possibility of some
cherished profession or being turned down for a date means certain isolation for all
eternity. Everyday occurrences are automatically but erroneously generalized, with a
magnification of importance and affective response.The expansion of cognitive abilities
also prevents the adolescent from utilizing childhood denial to obliterate or nullify the
painful affects that are part of a truthful acceptance of one’s limitations. Easson (1977,
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p- 262) has described this process as a time when “the dreams, hopes, fantasies, and fears all
meet reality,” which normally and naturally brings on a state of sadness and mourning.

The coincidence of these major internal transformations with the social expectations
of greater emancipation, self-regulation, and responsibility helps to explain the ubiquity of
mood swings during adolescence. Happily, while profound, these mood swings are short-
lived as the adolescent rebounds between despair and euphoria. A recent study by
Csikszentmihalyi and Larson (1984), in which adolescents reported their activities,
thoughts, and feelings at random intervals, indicated that they were less stable in terms of a
continuous baseline of feeling than are adults. The adolescents were more likely to
experience a euphoria during which they perceived the world as perfect, and utter despair
secondary to unexpected events. These extremes passed rapidly and alternated with each
other, in contrast to the more constant mood state of adults.

Among psychoanalysts, Jacobson (1961) has interpreted these adolescent mood
swings as manifesting the pressures of the id and superego at different times on an ego that
is weakened by the pressure for adaptive challenges. She views these emotional highs and
lows as a necessary part of the transition from childhood to adult life during which a new
sense of self is gradually created. Along the way, the individual may be under the sway of a
replenished id, and so act out impulses without restraint, or of a still tyrannical superego,
causing a massive sense of shame and guilt. With increasing experience, the ego gains
greater mastery over its environment and can better deal with these intrapsychic pres-
sures. Therefore, most if not all adolescents can be expected to go through transient
dysphoric states as they establish reliable avenues of esteem and worth to replace those
childhood sources of narcissistic supplies that have been relinquished.

These passing interludes of dysphoria, while at times filled with an anxious sense of
urgency for relief or with the darkest existential despair, should not be taken as true
depressive disorders (although these disorders should not be simply ignored either). As
mentioned above, such states have a relatively benign course and transpire on their own as
the individual discovers new sources of esteem or realigns his or her goals as part of the
gradual acceptance of oneself that defines the growth to the maturity of adult status.
However, true depressive disorders do occur as well and at times may be difficult to
distinguish from the more frequent transient mood states. Anthony (1975a) has noted this
difficulty in assessment, recommending a careful consideration of the patient’s past history
as a possible aid to diagnosis. Anthony argues that youngsters with true depressive
disorders will have demonstrated prior difficulties, leaving them more vulnerable to the
usual emotional blows encountered in vicissitudes of everyday adolescent life. Anthony
further suggests that these more serious depressions often occur after minimal provoca-
tion, while the transient depressive reactions are in response to a major environmental
precipitant. These clinical observations imply that true and severe depressive disorders
during adolescence occur in those individuals who are especially vulnerable on the bases
of a poor premorbid level of adaptation and of a weakened psychological state that can be
disrupted by minor losses or disappointments. These more impaired individuals do not
recover rapidly and, if untreated, may go on to develop chronic and severe affective
disorders. In such cases, the loss of a relationship, social status, or anticipated achievement
that previously protected the individual against a dreaded, and not uncommonly hated,
sense of self leaves the individual with decreased ability to regain an adequate sense of
worth (Bemporad 1988). Deprived of narcissistic supplies on which an inordinate amount
of self-worth depended, the youngster is crippled by his or her own psychological
limitations from instituting new activities that might compensate for his or her deprivation.
The individual collapses psychologically when deprived of the narcissistic props that had
previously maintained a fragile sense of self-regard.

These more severe depressive episodes take on two major clinical and psycho-
dynamic forms, which Anthony has described as relating to different developmental stages.



The earlier, preoedipal type, which corresponds in adults to the anaclitic type of Blatt
(1974) or the self-claiming type of Arieti (1962), is characterized by a continuing
symbiotic tie to a mother figure. The second, more oedipal type, which corresponds in
adults to the introjective type of Blatt (1974) and the self-blaming type of Arieti (1962) is
associated with a great deal of guilt stemming from a severe superego.

These two clinical types also may be considered in terms of their ability to master the
psychological requirements of adolescence.The “preoedipal” or “anaclitic” form of depres-
sion seems to typify those youngsters whose prior development has not prepared them
sufficiently to deal with the demands of life outside the family orbit. These adolescents
appear to have failed in the developmental tasks of latency, if one assumes those tasks to
include the de-idealization of the parents and a shift of psychological interest to peers and
extrafamilial adults, the derivation of mastery and enjoyment through autonomous activ-
ities, and a sense of connectedness to one’s society. The adolescents prone to anaclitic
depression continue to rely excessively on their nuclear families for comfort or esteem and
are not comfortable in the culture of their peers. They are simply not ready for the
biological and cognitive changes that are transpiring in their bodies and minds. Nor are
they prepared to meet the new expectations for self-reliance or the choices that are
inherent in the greater autonomy offered to adolescents. This developmental stasis is
usually the result of subtle sabotaging, by the parents, of the youngsters’ budding drive
toward freedom and extrafamilial allegiances during late childhood. Often, the families are
quite dysfunctional, and the child is so involved in the parental arguments or turmoil that
he or she is cheated of the opportunity to progress normally through latency and establish
asolid psychological foothold outside the family orbit. These youngsters are overwhelmed
at having to act on their own, at having to make their own decisions, and at existing without
the familiar structure of their home environment. In addition to depressed mood, they
exhibit anxiety, bewilderment, and shame as they perceive that they are not up to the
demands that constantly confront the self. These youngsters may be drawn to becoming
members of cults or fall prey to a charismatic leader in their search for a parental substitute
who can structure their lives and relieve them of the burden of individuation.

The introjective form of depression occurs in adolescents who are able to separate
from home and function independently but who carry unrealistic aspirations or restric-
tions within their psyches. These unconscious systems of shoulds were gradually inter-
nalized during childhood and by adolescence have become an inherent stable part of the
estimation of oneself. These youngsters are threatened by the freedom allowed them as
they encounter a peer group or school society whose values are quite different from their
own. They are equally disturbed by the cognitive changes that permit them to question
familial prohibitions and standards and by the normal erotic desires that accompany
puberty. They find it difficult to reconcile their nascent impulses and thoughts with the
social role and modes of conduct that were reinforced during childhood. More often, these
youngsters cannot tolerate the reevaluation of their abilities that is forced on them as they
strive for greater achievement against stiffer competition. A not atypical circumstance for
this form of depression occurs when a youngster had performed so well as to be admitted
to a prestigious university or prep school, or chosen as a member of a top-ranked athletic
team, only to find that he or she no longer stands out since his new school or teammates are
equal, if not superior, in their ability.

These youngsters find they cannot live up to their internalized standards, and this
realization leads to a pervasive sense of failure and a loss of interest in most activities. This
form of depression usually presents with guilt, inhibition, anhedonia, and, not uncom-
monly, suicidal ideation. Hendin (1975) described this type of individual in his study of
college students who had attempted suicide. He found that his subjects were still tied to
their parents in an emotional knot that precluded any pleasure or freedom. They had to
continue to live out the parental dictates in terms of moral conduct or personal achieve-
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ment. When confronted with a more relaxed, hedonistic, and liberated life-style, they
found themselves in an escapable dilemma: To join in with their peers meant to suffer the
guilt of betraying their family values, yet to continue to live out their internalized
prohibitions now meant to live a barren, inauthentic existence. According to Hendin,
suicide became a means of escape from this conflict.

These two forms of depression share an inability to transcend a childhood sense of
self so as to master the new and complex developmental tasks of adolescence. This older
sense of self cannot adapt to the changes that occur in the individual’s mind and body or to
those that transpire in his or her environment. In this sense, adolescent depression is not
dissimilar from adult mood disorders in being caused by atavistic remnants of childhood
that no longer apply to one’s stage of development.

Conclusion

In the foregoing presentation, the formulation of depression by Bibring (1953) as
resulting from the uncompensated deprivation of narcissistic needs has been applied to the
sequence of developmental stages. The source of narcissistic gratification varies with the
differing psychological maturation of the child throughout ontogeny. During infancy, the
mother satisfies most, if not all, of the child’s needs for security, bodily comfort, and
emotional communication. Her loss deprives the infant of a whole host of necessary
gratifications and results in the lack of crucial stimulation and protection required for
normal growth. The young child reacts with almost a pure feeling state of sadness to
chronic maltreatment or disapproval from parental figures. At this stage, the child reacts
directly to his or her environment, so that the dysphoric response is in direct relation-
ship to environmental circumstances. As the child matures, the environment still impacts
greatly on his or her psychic life, but more as the result of inner cognitive conclusions by
the child than as an immediate response to the situation at hand.

Therefore, in the older child, inability to meet parental expectations, negative
appraisals by others, or failure of some valued aspiration can elicit a more persistent state of
depression that includes cognitive elements such as low self-esteem in addition to
alterations in mood. Finally, adolescence puts its own distinctive stamp on the precipita-
tion and manifestation of depressive states. At this developmental stage, the prime causes of
depression are a self-perceived failure to live up to one’s aspiration for autonomy,
achievement, or particular codes of conduct. By now, the values of the past have been
internalized, resulting in the failure to meet developmental tasks being experienced as a
failure to meet one’s own standards. This sequence of symptoms, psychodynamics, and
precipitants of depression at the various steps in development is presented in Table 1. At
the extreme right are listed stages of ego development, corresponding to each form of
depression, as distilled by Loevinger (1976) from the literature on ego psychology.
Therefore, each developmental form of depression may be seen in the context of the
overall normal development of the child.

While the delineation of stage-specific reactions may be helpful in organizing the
conceptualization of depression as dependent for its characteristic on the maturational
level of the child, such a delineation must ultimately be considered a distortion. Develop-
ment is a fluid process that is not readily captured by static pictures of stable stages. The
attempt to ascribe causes for child psychopathology to one event at one specific stage
rather than to the long-term sequelae of that event throughout the maturational years is
usually incorrect and misleading. This is certainly the case for depressive disorders that
result from prolonged deprivations and maltreatment that are gradually integrated in the
child’s psychological development.

This role of chronicity of traumata for later pathogenicity has been portrayed
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admirably by Brown, Harris, and Bifulco (1986) in their studies on the relationship of
childhood loss to adult depression. They studied a group of women who had all lost their
mothers (through death or other separation) in childhood, but only half of whom had
suffered a depressive episode. It was found that the postloss lives of those women who had
become depressed differed markedly from those of depression-free individuals. Those
women who later became depressed described their having been sent away to institu-
tions or to unwelcoming relatives after maternal separation. These environments were so
devoid of care that these women sought to escape their circumstances through marriage
precipitated by early pregnancy. As a result, they often found themselves, as young adults,
locked in an unhappy marriage with an unsuitable spouse, burdened by numerous young
children at home, and unable to procure employment due to their failure to obtain
vocational training or an adequate education. In contrast, the nondepressed women were
largely able to remain at home following maternal loss and did not find themselves in
situations of emotional deprivation that prompted escape by early motherhood and
marriage. These women were able to finish school, find more suitable spouses, and
experience parenthood at a more judicious age. Therefore, the depressed group may have
become vulnerable to affective disorders by becoming trapped by a combination of
external limitations on a satisfying way of life. While these real-life obstacles undoubtedly
played a part in pathogenesis, they do not describe the internal attitudes and self-
perceptions of the two groups of women. Those with postloss lack of care experiences
developed a sense of hopelessness early in their lives. They felt themselves to be burdens
to others and failed to solidify stable esteem-building resources. These personality
characteristics enhanced their later vulnerability to succumb to depression following
provocation.

One salient contribution of this work is that depression results from chronic emo-
tional maltreatment that affects the individual’s inner life and external circumstances. This
formulation is most applicable to those depressions of childhood in which the individual is
faced with a chronic deprivation of urgently needed warmth, concern, or approval and is
deprived by circumstances he or she cannot control of the benefit of compensatory
experiences. As the child matures, he or she will eventually adapt to such situations by
lowered self-regard, a pervasive sense of hopelessness, and an inability to maintain self-
worth separate from external sources, resulting in a greater vulnerability to, if not a
chronic state of, depression.
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Cognitive and Behavioral
Correlates of Childhood
Depression

A Developmental Perspective

Nadine J. Kaslow, Ronald T. Brown, and Laura L. Mee

Cognitive—behavioral models have received widespread attention pertaining to the etiol-
ogy, symptom display, and treatment of depressed children and adolescents. This chapter
addresses the myriad cognitive—behavioral perspectives relevant to depression in youth.
This work is integrated with principles from developmental psychology. A developmental
perspective for conceptualizing the cognitive and behavioral functioning of children
necessitates understanding children as organisms who are different from adults rather than
deficient relative to adults, and viewing children’s behavior in the context in which it is
embedded. The incorporation of notions from developmental psychology within a
cognitive—behavioral framework cnhances our understanding of the development of
competencies and deficits as manifested in depressed youth of different ages.

This chapter begins with a discussion of the major cognitive and behavioral theories
of adult depression that during the past decade have been applied to the study of children.
The most influential cognitive and behavioral theories of depression are the social-skills
and activity-level perspective of Lewinsohn (1974), the cognitive model of Beck (1967,
1976), the twice-revised learned-helplessness theory (Seligman, 1975; Abramson, Selig-
man, & Teasdale, 1978; Abramson, Metalsky, & Alloy, 1989), and the self-control model of
Rehm (1977). The discussion of these models is followed by a comprehensive review of
the research in the childhood depression literature relevant to key cognitive and behav-
ioral variables. To aid in understanding these research findings within a developmental
framework, a brief overview of pertinent developmental literature is presented.

Nadine J. Kaslow, Ronald T. Brown, and Laura L. Mee ¢ Department of Psychiatry and Behavioral
Sciences, Emory University School of Medicine, Atlanta, Georgia 30322,
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We concur with developmental psychopathologists who assert that children from
diverse familial and cultural environments, with varying biological endowments, manifest
depressive symptoms in age-appropriate ways (Cicchetti & Schneider-Rosen, 1986). This
approach highlights the interplay among advances and lags in cognitive, social, emotional,
and neurobiological systems for the developing child. The developmental psychopathol-
ogy model describes the link among attachments with caretakers, negative cognitive
schemata, difficulties with the modulation of negative affect, and the development of
depressive symptoms (Cicchetti & Schneider-Rosen, 1986; P. M. Cole & Kaslow, 1988;
Kaslow, Celano, & McCarthy, 1994). We deem such a model useful in conceptualizing the
interaction between the depressed youth and the environment and the individual compe-
tencies and environmental resources associated with resiliency in overcoming depression.
Given that other chapters in this handbook devote their attention to developmental
psychopathology, affect regulation, and interpersonal processes, the primary aim of this
chapter is to focus on cognitive and behavioral processes associated with childhood
depression. It is recognized, however, that these constructs are embedded in the broader
framework of developmental psychopathology (Lewis & Miller, 1990).

Cognitive—Behavioral Models of Depression

Bebavioral Model

The social-skills and activity-level model of Lewinsohn (1974) has its origins in
operant psychology. According to this perspective, depressed persons receive insufficient
positive reinforcement from significant others due to the depressives’ inadequate social
skills for eliciting positive interpersonal responses. These social-skill deficits are viewed as
causative in eliciting a depressogenic pattern of reinforcement. Depressed individuals are
often less adept at reinforcing others, further diminishing the rate of reciprocal social
reinforcement. Further, depressed individuals engage in too few activities and have
difficulties experiencing activities as pleasurable. This low activity level combined with
difficulty in experiencing pleasure without inhibitory anxiety exacerbates one’s depres-
sive state.

Cognitive Model

The cognitive model of Beck (1967, 1976) posits the existence of schemata through
which individuals filter and interpret their experience. These schemata are influenced
by the person’s developmental history prior to the onset of psychological stress. Individ-
uals prone to depression develop distorting negative schemata that often remain latent
until activated by stressful situations. When activated, the negative cognitive triad is
evident. This cognitive triad is characterized by a negative view of the self, the world, and
the future. The negative view of the self is manifested in low self-esteem, a negative self-
evaluation, increased self-criticism, and an underestimation of one’s abilities. A negative
view of the world is evidenced in a depressed individual’s propensity to provide negatively
biased explanations for situations that he or she encounters and for world events. A
negative view of the future is associated with the development of hopelessness, a negative
expectation for the future. According to Beck, depressed individuals also evidence
cognitive distortions that are systematic errors in reasoning. These dysfunctional beliefs,
attitudes, and assumptions are internal regulators of behavior as they override common
sense and realistic responses. The systematic cognitive errors associated with depression
include arbitrary influence, selective abstraction, personalization, and absolutistic, dichot-



omous thinking. It is important to note that there is research suggesting that individuals in
whom depression is diagnosed may not actually distort information, but rather may
perceive reality in a more realistic, albeit depressing, manner (Alloy & Abramson, 1979;
Coyne & Gotlib, 1983). As Alloy and Abramson (1979) have noted, depressives may be
“sadder but wiser.”

Learned-Helplessness Model

In 1975, Seligman (1975) proposed the original learned-helpless model based on
empirical investigations with laboratory animals and work with depressed patients. Ac-
cording to the original learned-helplessness model, individuals become helpless and
depressed when they perceive events in their environment as uncontrollable and when
they hold a belief in response—outcome independence. Simply stated, learned helplessness
occurs when one “gives up” because one believes that one’s behavior cannot influence the
environment. When an individual learns that outcomes are uncontrollable, he or she
becomes depressed, exhibits diminished self-esteem, and evidences cognitive and motiva-
tional deficits that impair problem-solving abilities.

After several years of empirical investigations with humans (for a review, see Garber &
Seligman, 1980), the model was revised and the attributional reformulation of learned
helplessness was proposed (Abramson et al., 1978). Central to this model is the con-
struct of attributions or explanatory style. Explanatory style, the manner in which a person
explains the causes of positive and negative events, is the cognitive process by which
learned helplessness is modulated. According to this model, the causal attributions people
make for life events, particularly negative life events, and the degree of importance
attached to them contribute to the development of expectations of hopelessness and
depressive symptoms. Individuals whose explanatory style is characterized by internal,
stable, and global attributions for negative outcomes are at greater risk for developing
depressive symptoms in response to negative events. These individuals are likely to blame
themselves for the negative event (internal) and to view the cause of the event as stable
over time (stable) and generalizable across situations (global). The opposite style,
external—unstable—specific attributions for positive events, is also characteristic of the
depressive’s cognitions.

More recently, the learned-helplessness model has been revised further and presented
as the hopelessness theory of depression (Abramson et al., 1989). In this revision, the
diathesis—stress component of the theory is underscored. Specifically, attributional style
(the diathesis) serves as a mediator between perceived negative life events (stress) and
depression. Explanatory style is considered a distal contributory cause, and the hopeless-
ness belief is the proximal, sufficient cause of a depression.

Self-Control Model

The self-control model of depression of Rehm (1977) is derived from the more
general self-control theory of Kanfer (1970) that described the adaptive processes of self-
monitoring, self-evaluation, and self-reinforcement. Depressed individuals are believed to
have deficits in one or more specific self-control behaviors. In terms of self-monitoring,
depressives selectively attend to negative events to the exclusion of positive events, and
they frequently monitor immediate as opposed to delayed consequences of behavior.
Deficits in self-evaluation refer to the setting of overly stringent self-evaluative criteria and
the failure to make adaptive causal attributions. Depressives’ deficits in self-reinforcement
are their tendency to provide insufficient contingent positive self-reinforcement and
excessive self-punishment.
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Summary of Cognitive—Bebavioral Models

Despite their unique characteristics, there is considerable overlap among the theories
reviewed above. Central constructs among the theories include: contingency reinforce-
ment (social skills, activity level), information-processing (self-schemata, cognitive distor-
tions), view of self (self-evaluation, perceived competence), hopelessness, learned help-
lessness (instrumental responding, locus of control, attributional style), and self-control.
Rehm (1988) asserted that these constructs can be viewed collectively as ways in which
individuals process their experience to draw inferences and judgments, which are then
used as a basis for problem-solving and decisions regarding future actions. The following
section will provide a review of the literature pertaining to the relevance of each of these
constructs to the expression of depression in children and adolescents.

Cognitive—Behavioral Models and Depression in Children and
Adolescents

Contingent Reinforcement: Social Skills and Activity Level

Children are social beings from birth onward (Stern, 1985). Their social behavior is a
reflection of their inherent temperament, the social behavior modeled by their caretakers,
the responses they receive for their social interactions from significant others, and the
socialization influences on the developmental course of their affective expression (Garber
& Kashani, 1991; Lewis & Saarni, 1985; Thomas & Chess, 1977). Children whose individual
characteristics and interpersonal environment enable them to achieve normal social
development evidence competent interpersonal responding (Dodge, 1986), the capacity
for perspective-taking, and empathy for other’s affective experiences (Selman, 1980).

There are few empirical studies specifically addressing social skills in depressed
youth. However, it has been found that parent- and self-reported social-skills deficits are
significantly related to youths’ current levels of depression and predictive of future levels of
depressive symptomatology (Wierzbicki & McCabe, 1988). This finding provides some
evidence for Lewinsohn’s social-skills deficit model of depression in children.

The model proposed by Lewinsohn postulates that one manifestation of social-skills
deficits is decreased pleasant-activity level. Although depressed adolescents do not report
engaging in fewer pleasant activities than nondepressed adolescents, adolescents who rate
themselves as depressed endorse engaging in more unpleasant activities (Carey, Kelley,
Buss, & Scott, 1986). In a study that examined the daily states and time-use patterns of
youths, no differences were found between youths high and low on a self-report measure
of depressive symptoms in terms of any daily activities, with the exception of sports
(Larson, Rafaelli, Richards, Ham, & Jewell, 1990). This study is of particular importance
due to the ecological validity of the methodology employed.

Given the paucity of research pertaining to social skills and activity level, the
literature regarding the interpersonal functioning of depressed children and adolescents
merits attention. Depressed youths display deficits in social functioning with their parents,
siblings, and peers (Altmann & Gotlib, 1988; Blechman, McEnroe, Carella, & Audette,
1986; John, Gammon, Prusoff, & Warner, 1987; Kazdin, Esveldt-Dawson, Sherick, & Colbus,
1985; Puig-Antich et al., 1985a; Sacco & Graves, 1984 ). These findings have been replicated
when the reports of the child’s depression status are derived from the child or from peer
nominations (Blechman et al., 1986). Moreover, children with concurrent depressive and
externalizing disorders (e.g., conduct, attention-deficit disorders) are more rejected and
manifest less socially competent behavior than do inpatient youths diagnosed with
depression only (Asarnow, 1988).



Compared to their nondepressed counterparts, depressed elementary school chil-
dren are rated by peers and adults as less likeable and attractive, as emitting fewer positive
behaviors, and as being in greater need of psychotherapy (Mullins, Peterson, Wonderlich,
& Reaven, 1986; Peterson, Mullins, & Ridley-Johnson, 1985). Depressed youths experience
others as less friendly, often report wanting to be alone, and spend less time in public
places and more time in their bedrooms (Larson et al., 1990). Depressed males spend less
time with their peers than do nondepressed males, suggesting that social isolation may be
more characteristic of boys than of girls with depression (Larson et al., 1990). Interestingly,
depressed youths who have interpersonal deficits are less satisfied with their performance
and perceive themselves as less socially competent (e.g., Altmann & Gotlib, 1988; Fauber,
Forehand, Long, Burke, & Faust, 1987; Faust, Baum & Forehand, 1985; Sacco & Graves,
1984). In fact, some of these interpersonal deficits persist even on remission from a
depressive episode (Puig-Antich et al.,, 1985b).

Social problem-solving skills are potential mediators of psychopathology. Despite
findings of social problem-solving deficits in depressed adults and interpersonal difficulties
in depressed youths, there is little evidence for a relationship between depression and
interpersonal problem-solving abilities in children and adolescents (Joffe, Dobson, Fine,
Marriage, & Haley, 1990; Mullins, Siegel, & Hodges, 1985; Rotheram-Borus, Trautman,
Dopkins, & Shrout, 1990; Siegel & Griffin, 1984). It appears that deficits in problem-solving
skills are primarily characteristic of suicidal youngsters (Rotherman-Borus et al., 1990 ) and
youngsters with externalizing disorders (Joffe et al., 1990).

Future research devoted to the specific nature and course of depressed children’s
interpersonal interactions with peers, family, and authority figures is warranted. Given that
impairments in interpersonal functioning appear ubiquitous in youths who evidence a
range of emotional and behavioral disorders, Kovacs (1989) has called for an examination
of the unique characteristics of the social skills of depressed children. It may be partic-
ularly fruitful for this work to focus on interpersonal communications via-a-vis affective
states. Given that depression may reflect a failure to utilize adaptive cognitive, behavioral,
and interpersonal strategies in modulating sad affect (P. M. Cole & Kaslow, 1988; Garber &
Kashani, 1991), it behooves future investigators to examine these children’s ability to gain
awareness about their own affective states, recognize emotions in others, and develop an
understanding of the interpersonal consequences of their own emotional behavior (Fuchs
& Thelen, 1988). Research with normally developing children has begun to assess
empirically the development of awareness of others’ affective states as well as awareness of
one’s own affective state, with a particular focus on sadness (Glasberg & Aboud, 1981) and
rejection (Barden, Garber, Leiman, Ford, & Masters, 1985). Similar paradigms may be
used to study emotional awareness of self and others in clinically depressed children.
Additionally, there is a need for future research that examines from a developmental
perspective depressed children’s interpersonal competence as reflected in their social
information-processing and their capacity to empathize with other’s affective states.

Information-Processing

Self-Schema. Information-processing theory underscores the importance of the
self-as-schema model. The self-schema has been defined as the body of knowledge stored in
long-term memory that facilitates and biases the encoding and recall of personally relevant
information. Research with depressed adults reveals self-schemata that contain primarily
negative content. It has been suggested that the activation of these negative self-schemata
and associated dysfunctional attitudes are underlying vulnerabilities that if triggered will
activate depressive cognitive sets leading to the emergence of the affective, motivational,
and vegetative symptoms of depression.

Data from developmental psychology reveal that the capacity to encode with respect

101

Cognitive and
Behavioral
Correlates



102

Nadine J. Kaslow

et al.

to the self increases with age, with this capacity emerging during the elementary school
years. The solidification of this cognitive capacity occurs at the commencement of
adolescence. Thus, children as young as 8 years of age can differentiate judgments
regarding their own characteristics. These self-descriptions can be stored in memory in a
fashion consistent with organized schemata. Children of elementary school age evidence
superior recall of self-descriptive adjectives when utilizing self-reference instructions as
opposed to semantic or structural orienting instructions.

Only recently have researchers utilized information-processing paradigms to test the
self-schema model of depression in children. Hammen and Zupan (1984) compared, on an
incidental recall task of self-descriptive traits, normal schoolchildren who scored high
on the Children’s Depression Inventory (CDI) with those who scored low on the CDI. As
predicted, children who scored low on the CDI (nondepressed) recalled more positive
self-descriptive traits, but not negative ones. Thus, they exhibited mood-congruent,
content-specific recall. Rather than recalling more negative self-descriptive traits than
structurally encoded traits as was predicted, the high scorers on the CDI (depressed)
recalled approximately equal numbers of negative and positive self-referential traits.
Hammen and Zupan propose two explanations for their findings. First, it may be that the
high scorers on the CDI did not have a sufficient depressive history to develop a consistent
negative-content self-schema. Alternatively, the children in the study, while high scorers on
the CDI, may not have been clinically depressed or sufficiently depressed to evidence the
mood-congruent, content-specific recall effects.

Utilizing a methodology in which schoolchildren high or low on self-reported
depressive symptoms were compared on recall of words from a word-association task,
Whitman and Leitenberg (1990) found that compared to nondepressed children, children
with depressive symptoms were less accurate in their recall of words previously answered
correctly and remembered fewer of their own correct responses. Additionally, these
depressed children performed more poorly than their nondepressed counterparts when
asked to recall the correct answers. Despite these between-group differences, the two
groups of children did not differ on their recall of previously incorrect words.

Two related studies, also conducted by Hammen and colleagues, deserve mention.
These studies compared the self-schemata of children at high risk for depression on the
basis of having a depressed mother with those of children at relatively low risk for
depression. In testing the cognitive vulnerability hypothesis, Zupan, Hammen, and Jae-
nicke (1987) found that 60% of the children of depressed mothers had a history of recent
or current mood disorder. Although the depressed youth who had depressed mothers
recalled more of the negative self-referent words than structurally encoded words in one
study (Zupan et al.,, 1987), these findings were not replicated in another study (Jaenicke
et al., 1987). In both studies, however, the depressed children failed to demonstrate the
predicted effect for positive self-descriptive adjectives. Neither positive nor negative self-
schemata were correlated with the duration of the children’s depressive episodes or with
the history of prior depressions (Zupan et al., 1987). Further, the low-risk children
manifested stronger positive self-schemata in both studies (Jaenicke et al., 1987; Zupan et
al,, 1987). The results of these studies suggest that maternal factors may contribute to the
development of self-schemata. Specifically, maternal depression, high levels of stress, and
criticism of the child are associated with the development of a less positive self-schema in
children (Jaenicke et al., 1987).

Taken together, these studies provide only minimal support for the notion that
depressed children have a less positive self-schema or a more negative self-schema than do
nondepressed youth. More data need to be gathered before the applicability of negative
self-schema to depressed children can be ascertained. The specificity regarding the
relationship between negative self-schema and depression in children has not been
addressed. Thus, it is unclear whether or not the aforementioned findings are pertinent to



troubled children in general or unique to depressed youth. Additionally, it remains to be
demonstrated whether or not the results obtained thus far are indicative of impairments in
the encoding process, the retrieval process, or both. Further, there is minimal information
regarding the effects of age and gender on the information-processing strategies of
depressed youths.

Cognitive Distortions. Cognitive distortions, misperceptions through which indi-
viduals process incoming information regarding themselves, the environment, and their
future (Ingram & Kendall, 1987), are based on previous experiences. Negative cognitive
distortions, the tendency to misconstrue information in a manner consistent with a
negative view of the self, the world, and the future, play a central role in the development
and maintenance of depression (Beck, 1967). Empirical investigations with adults have
yielded findings consistent with the postulations formulated by Beck’s cognitive theory.
These studies have revealed that depressed adults report significantly more negatively
distorted cognitions on self-report measures than do their nondepressed counterparts.

The burgeoning research examining cognitive distortions in children has yielded
similar findings. Haley, Fine, Marriage, Moretti, and Freeman (1985) conducted a study to
determine the relationship between cognitive distortion and depression in a sample of
inpatient and outpatient children and adolescents, 8—16 years of age. To assess cognitive
distortions, the investigators developed the Cognitive Bias Questionnaire for Children
(CBQC). Children who self-reported depression or received a psychiatric diagnosis of
depression, or both, endorsed more depressed—distorted cognitions than did the youth
with nonaffective disorders. The presence of depressed—distorted cognitions was associ-
ated with the youths’ severity of depression and discriminated between children with and
without a primary mood disorder.

Leitenberg, Yost, and Carroll-Wilson (1986 ) developed the Children’s Negative Cogni-
tive Error Questionnaire (CNCEQ), which measures the following negative cognitive
errors derived from Beck’s cognitive theory of depression: overgeneralizing predictions of
negative outcomes, catastrophizing the consequences of negative events, incorrectly
taking personal responsibility for negative outcomes, and selectively attending to negative
features of an event. Using the CNCEQ, Leitenberg et al. (1986) found that normally
developing children did not report elevations on the aforementioned negative cognitive
errors. However, compared to their nondepressed, nonanxious, and high-self-esteem
counterparts, children who self-reported high levels of depressive and anxious symptoms
and low self-esteem endorsed significantly more negative cognitive errors, particularly
overgeneralization. These relationships emerged when children from extreme groups
on the distribution of depression scores in a large sample were compared.

Robins and Hinkley (1989) administered a series of questionnaires assessing cognitive
constructs, including the CNCEQ, to normal elementary-school-age children. Similar to
the findings of Leitenberg et al. (1986), Robins and Hinkley (1989) found that children
who self-reported elevations on the Depression Self-Rating Scale revealed more negative
cognitive errors only on questions addressing interpersonal issues. The utilization of a
normal sample, coﬁplcd with the relatively small sample size, limits the conclusions that
may be drawn from this study. Kazdin (1990) assessed spontaneous negative self-
statements and intrusive cognitions associated with depression utilizing the Automatic
Thoughts Questionnaire (ATQ) developed for children. The findings that emerged sup-
ported the convergent validity of the measure and associated construct. Specifically,
children who scored high on the ATQ evidenced greater symptoms of depression, more
helplessness, lower self-esteem, and an external locus of control.

Kendall, Stark, and Adam (1990) reported data from a series of three studies that
examined whether or not depressed children evidenced cognitive distortions as noted
above or whether or not these distortions reflected underlying deficits in information-
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processing. The findings supported the notion that depressed children evidence cognitive
distortions, particularly pertaining to self-evaluative information. In other words, com-
pared to teachers’ observations, depressed children reported themselves more negatively.
However, on more neutral tasks that tap non-personally relevant and non-affectively
charged information (Matching Familiar Figures Test), depressed children did not evi-
dence impairments. The findings were interpreted as supporting a cognitive-distortion
hypothesis and as contradictory of a cognitive-deficiency model.

Research efforts will need to focus on clarifying the specific nature of cognitive
distortions in depressed youngsters as they relate to personal vs. nonpersonal material and
affectively laden vs. affectively neutral information. Particular attention needs to be paid to
the development of cognitive distortions in normally developing and depressed children,
so that critical periods may be identified to determine at which time these cognitions
develop. Further, the specificity of the cognitive distortions of depressed children vs. those
of children who manifest other forms of psychopathology needs to be determined.

View of Self

Self-Esteem. Negative self-evaluation is conceptualized as a central factor in the
development and maintenance of depression according to cognitive—behavioral (e.g.,
Beck, 1967; Rehm, 1977) and psychodynamic theories (e.g., Arieti & Bemporad, 1978;
Bibring, 1953; Freud, 1957). Writers assert that depressed individuals experience feelings
of inadequacy, inferiority, worthlessness, and incompetence. Throughout development, an
individual constructs a self-concept defined as a personal perspective on one’s thoughts,
feelings, and behaviors. One’s self-concept is continually reformulated as one is exposed to
new information in the environment (Harter, 1990). One particularly relevant component
of self-concept is self-esteem, a construct that refers to judgments we make about our self-
worth (Harter, 1990). As children mature, their self-evaluations become more differenti-
ated and less global (Harter, 1994). Both longitudinal and cross-sectional findings indicate
that one’s overall self-concept as well as one’s estimation of social and physical self-worth
increase with age, except in early elementary school and during the transition to junior
high school. A strong relationship exists between children’s self-evaluations and their
performance (Harter, 1990).

Developmental research reveals that by elementary school, children are capable of
self-reflection and self-evaluation. In fact, even preschoolers make self-evaluations, albeit in
absolute and unqualified terms (McCandless & Evans, 1973 ). Elementary schoolchildren
use increased internal descriptors of themselves and demonstrate the capacity to evaluate
themselves on the basis of identity as well as their actions. They also begin to evaluate
themselves in comparison to others, rather than in absolute terms. Additionally, they make
atransition from action-based to competency-based conceptions of the self. These changes
in cognitive processes may be prerequisites for making self-evaluations (Cicchetti &
Schnieder-Rosen, 1986), including negative self-evaluations associated with depressive
schemata.

The bulk of the empirical work examining self-esteem in depressed youths has
utilized self-report inventories. The primary inventories used include the Coopersmith
Self-Esteem Inventory (CSEI) (Coopersmith, 1967), the Self-Perception Profile for Chil-
dren (Harter, 1982), the Piers—Harris Children’s Self-Concept Scale (Piers & Harris, 1969),
and the Offer Self-Image Questionnaire (OSIQ) (Offer, Ostrov, & Howard, 1981). These
scales assess the child’s self-evaluation in global terms and in specific domains of function-
ing, notably academic, social, physical, and athletic (Harter, 1982).

Children who are depressed report lower self-esteem than do nondepressed children,
and there is considerable correlational evidence revealing a moderate relationship be-
tween children’s self-reports of depressive symptoms and self-esteem. In samples of



nonclinic elementary school children, depressive symptoms as measured by the CDI
significantly correlate in the negative direction with self-reports of self-esteem on the
Piers—Harris (e.g., Saylor, Finch, Spirito, & Bennett, 1984b; Strauss, Forehand, Frame, &
Smith, 1984; Ward, Friedlander, & Silverman, 1987; Windle et al.,, 1986) and the CSEI
(Kaslow, Rehm, & Siegel, 1984 ). Altmann and Gotlib (1988) reported that children with
high scores on both the CDI and the Peer Nomination Inventory of Depression (PNID)
(Lefkowitz & Tesiny, 1980) endorsed less overall competence on the Self-Perception
Profile for Children. They indicated particularly low self-esteem in the following domains:
scholastic competence, athletic competence, physical appearance, and conduct. Despite
the strong correlations between self-reported depression and self-esteem, the association
between peer-rated depression and self-esteem is minimal (Lefkowitz & Tesiny, 1980;
Saylor, Finch, Baskin, Furey, & Kelly, 1984a).

In nonclinic samples of adolescents, Fauber et al. (1987) examined the relationship
between CDI scores and self-esteem (social and cognitive competence) as measured
by the Perceived Competence Scale for Children completed by the adolescents, parents,
and teachers. Findings were that depression scores were significantly and negatively
related to self-competency ratings. In a related vein, the only adolescent variable that was
found to be predictive of depression was negative self-evaluation (Simons & Miller, 1987).
Body image has been found to be a particularly important predictor of depression in
adolescents and young adults (Noles, Cash & Winstead, 1985; Teri, 1982). It appears that
body image is a critically important aspect of self-esteem in this age group, and it functions
as both an antecedent and a strong correlate of depressive symptoms in adolescents
(Allgood-Merten, Lewinsohn, & Hops, 1990).

Self-esteem has also been examined in clinically depressed children and adolescents.
Similar to findings with nonclinic samples, these studies have found evidence that de-
pressed children exhibit low self-esteem (Asarnow & Pates, 1988; Asarnow, Carlson, &
Guthrie, 1987; McCauley, Mitchell, Burke, & Moss, 1988). Children whose depressive
episodes have remitted have higher self-esteem than do children who are in a depressive
episode (Asarnow & Bates, 1988; McCauley et al., 1988), suggesting that low self-esteem is
state-dependent rather than reflective of an underlying trait. However, the literature
reveals a lack of specificity in the association between depression and low self-esteem.
Specifically, studies of clinic samples revealed that the depressed children with lower self-
esteem frequently had comorbid psychiatric disorders including conduct, attention, and
anxiety disorders (Asarnow & Bates, 1988; Asarnow et al., 1987; McCauley et al.,, 1988).
Additionally, low self-esteem is related to cognitive measures of inattention and impul-
sivity, as well as depression, in nonclinic children (McGee, Anderson, Williams, & Silva,
1986). Although the bulk of the literature has revealed a strong correlation between
depression and low self-esteem, not all studies have confirmed this relationship (Kazdin,
Colbus, & Rodgers, 1986a; Kazdin, French, Unis, Esveldt-Dawson, & Sherick, 1983).

A number of gender differences regarding the relationship between depression and
self-esteem have been found. In a sample of normally developing elementary school-
children, Altmann and Gotlib (1988) found a gender—depression interaction indicating
that the depressed girls felt more positively about their social competence and conduct
than did the depressed boys. In adolescence, females not only reported more depressive
symptoms than did their male counterparts, but also endorsed lower self-esteem and a
more negative body image (Allgood-Merten et al., 1990).

Finally, self-concept has been enhanced via cognitive—behavioral interventions with
depressed children. Stark, Reynolds, and Kaslow (1987) found that although depressed
children who received either self-control therapy or behavioral problem-solving therapy
demonstrated significant amelioration of their depressive symptoms as compared to
children in the wait-list control condition, only children receiving the self-control therapy
showed an improvement in self-concept. Reynolds and Coats (1986) found that depressed
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adolescents who received either a cognitive—behavioral therapy intervention or relax-
ation training evidenced significant improvements in self-concept that were not found in
children in the wait-list control condition. Similar findings were found with early adoles-
cent subjects, as those depressed children who received cognitive—behavioral therapy,
relaxation training, and self-modeling interventions evidenced a significant decrease in
depression and an increase in self-esteem as compared to those children assigned to the
wait-list control condition (Kahn, Kehle, Jenson, & Clarke, 1990).

The accumulating body of data suggests avenues worthy of future investigation. The
first of these is a determination of whether or not low self-esteem and depression represent
a unitary construct or whether or not they occur independently. In other words, it is
unclear whether or not there are children or adolescents who meet diagnostic criteria for
depression but do not manifest low self-esteem. In a related vein, it is unclear whether
or not there are components of cognitive—behavioral interventions for depressed children
that are efficacious specifically in enhancing self-esteem. A second area awaiting investiga-
tion relates to a more detailed examination of the specificity of low self-esteem to
depression in children. Finally, given the data that self-esteem concerns regarding body
image are salient for adolescents, particularly females, it behooves researchers to focus
attention on specific vulnerable content areas associated with low self-esteem at varying
ages and across genders.

Perceived Competence. It is important to ascertain whether or not the low self-
esteem characteristic of depressed youngsters reflects an accurate perception of their
competence or is indicative of a negative distortion in self-perception. There is consider-
able evidence to suggest that depressed youngsters actually have impaired cognitive
functioning (e.g., Fauber et al., 1987; Hodges & Plow, 1990; Kaslow et al., 1984; Lefkowitz,
& Tesiny, 1980; Seagull & Weinshank, 1984; Tesiny, Lefkowitz, & Gordon, 1980) and social
functioning (e.g., Altmann & Gotlib, 1988; Fauber et al., 1987; Faust et al., 1985; Jacobsen,
Lahey, & Strauss, 1983; Lefkowitz & Tesiny, 1980; Puig-Antich et al., 1985a,b; Slotkin,
Forehand, Fauber, McCombs, & Long, 1988). Doubly incompetent children, that is, those
with both academic and social difficulties, evidence the highest level of depressive
symptoms (Blechman et al,, 1986; D. A. Cole, 1990). However, Saylor et al. (1984a,b) have
presented contradictory findings that suggest that not all depressed children evidence
impaired competence.

There are relatively scant data addressing subjective vs. objective indices of compe-
tence within a given sample of depressed children. While some research reveals that self-
reported depression is correlated significantly with objective indices of cognitive func-
tioning (Fauber et al, 1987; Worchel, Little, & Alcala, 1990), the data are far from
conclusive. Some studies have found that depressed youths rate themselves more nega-
tively than no<ns1:XMLFault xmlns:ns1="http://cxf.apache.org/bindings/xformat"><ns1:faultstring xmlns:ns1="http://cxf.apache.org/bindings/xformat">java.lang.OutOfMemoryError: Java heap space</ns1:faultstring></ns1:XMLFault>