


UNIVERSITY LIBRARIES

AT tll\l'lllH\lilN I

~ 31293 01417 2

This is to certify that the

dissertation entitled

Depression and Anxiety:

Distinctions and Commonalities

presented by

Marilyn Bleiweiss Charles

has been accepted towards fulfillment
of the requirements for

Doctoral degreein __Clinical Psychology

Date (?/3/9,5
r 7

MSU is an Affirmative Action/Equal Opportunity Institution

e — o~ ——




LISRARY
Michigan State
Unlversity

PLACE IN RETURN BOX to remove this checkout from your record.
TO AVOID FINES retum on or before date due.

DATE DUE, DATE DUE DATE DUE

1
I
I
|
|
|

MSU s An Affirmative Action/Equal Opportunity institution
cAcirc\dutedus pmd-0.}



DEPRESSION AND ANXIETY:
DISTINCTIONS AND COMMONALITIES

By

Marilyn Bleiweiss Charles

A DISSERTATION

Submitted to
Michigan State University
in partial fulfillment of the requirements
for the degree of

DOCTOR OF PHILOSOPHY

Department of Psychology

1995



ABSTRACT
DEPRESSION AND ANXIETY: DISTINCTIONS AND COMMONALITIES
By

Marilyn Bleiweiss Charles

Overlap of symptoms and high comorbidity rates have made it difficult to discriminate
anxiety and depression as discrete entities. Self-report instruments which brbadly sampled
symptoms associated with these two disorders were administered to college students in an
attempt to determine whether there are distinct clusters of symptoms which can
discriminate between these two constructs. Factor analyses linked somatic symptoms of
motor tension and autonomic hyperarousal most specifically to anxiety, and fatigue and
hopelessness most specifically to depression, supporting the recent findings by Watson and
Clark (1995). Further analyses did not support models in which symptoms of anxiety and
depression are viewed as largely expressions of a single factor of “neuroticism” or
“negative affectivity;” the analyses pointed to clear and potentially meaningful distinctions
between symptoms, in spite of their high correlations. A content analysis of widely used
instruments for measuring anxiety and depression suggested that the anxiety scales under
consideration are more representative of the relevant syndrome than are the depression

scales. This may be due in part to the greater homogeneity in the construct of anxiety.
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CHAPTER 1
INTRODUCTION

Depression and anxiety are each complex syndromes, with diverse symptoms,
etiological factors, and treatments. This complexity has made it difficult to understand
and treat these disorders. There are two factors in particular which have made it difficult
to discriminate anxiety and depressive disorders as discrete entities. These factors have
complicated research on the etiology and treatment of these disorders. One factor has to
do with the high correlations reported between anxiety and depression. There are several
reasons for these high correlations. First, there are overlapping symptoms between the
two disorders. Second, because of overlapping symptom#, there are measurement
problems in distinguishing these two syndromes. There have also been arguments for
common etiological factors underlying these disorders (Merikangas, 1990). High
comorbidity'rates have been reported for these two disorders (Kashani et. al., 1987a;
Kashani et al., 1987b; Weissman et al., 1987); researchers have found that as many as
87.5% of individuals diagnosed with major depression had also had an anxiety disorder at
some time (Weissman, Leckman, Merikangas, Gammon, & Prusoff, 1984). There is now
strong evidence for a theory that anxiety has a direct effect on depression (van Praag,
1994). In addition, some researchers have proposed that the high correlations are due to
a common factor, often called “neuroticism” or “negative affectivity” (Watson & Clark,

1984).



The other major factor which has made it difficult to understand and treat anxiety
and depressive disorders is their heterogeneity. There appear to be distinct subtypes
within each general category which have different implications for etiology and treatment
(van Praag et al., 1988; 1990b). The heterogeneity of depressive and anxiety disorders
suggest that it may be important to discriminate between different subtypes in order to
make sense of paradoxical and inconsistent empirical findings. Because of this
heterogeneity, it may be crucial to focus more specifically at the symptom level in order to
understand important distinctions and commonalities between the anxiety and depressive
disorders.

The current study examines whether there is a unique cluster of symptoms
describing depression that can be distinguished from a unique cluster of symptoms
depicting anxiety. One possibility is that there are in fact two distinct clusters. In that
case, one can then evaluate whether widely used self-report instruments represent a good
sampling of those symptom clusters uniquely associated with the relevant disorder. A
second possibility, suggested by many authors, is that there are more than one cluster
defined by symptoms of anxiety or depression, or by symptoms of both of these disorders.
In that event, one can evaluate whether those patterns correspond to predictions
associated with a number of theoretical views to be discussed regarding the heterogeneity

within, and overlap between, anxiety and depression.



CHAPTER 11

THEORETICAL BACKGROUND

Many reasons have been suggested to account for the strong relationship between
anxiety and depressive disorders. First, a subset of the same symptoms are often used to
diagnose both of these disorders. As a result, many of the instruments used to assess these
disorders lack discriminant validity (Gotlib & Cane, 1989). Second, there appear to be
common etiological factors, as suggested by family, genetic, and attachment studies.
Third, there is evidence of common underlying physiological substrates. Fourth, research
on “learned helplessness™ has pointed the way to a theory of anxiety driven depression, in
which anxiety causes depression (van Praag, 1994). Fifth, assessment issues have
complicated attempts to understand these disorders. Finally, there are claims that both
anxiety and depression involve maladaptive cognitive processes (Clark & Beck, 1989;
Kendall & Ingram, 1989), or alternatively, a general distress factor, which is postulated as
the source of the high correlations (Watson et al, 1995a; 1995b)

Symptoms
Two unipolar depressive disorders are described in the Diagnostic and Statistical
Manual of Mental Disorders (DSM-III-R; American Psy"chiatric Association, 1987):
major depression and dysthymia. The essential features of major depression are depressed

mood and/or loss of interest or pleasure. Other symptoms include change in weight or



appetite, sleep disturbance, psychomotor retardation or agitation, fatigue, feelings of
worthlessness, inappropriate guilt, cognitive deficits such as diminished concentration or
indecisiveness, and suicidal ideation. Additional symptoms associated with dysthymia
include irritability, low self-esteem, and feelings of hopelessness (American Psychiatric
Association, 1987). One essential feature which distinguishes between major depression
and dysthymia is duration: in the DSM-III-R, dysthymia is defined as a chronic condition
with persistent or intermittent symptoms, of at least two years duration. However, in
some ways this last distinction may be somewhat artificial, in light of studies which show
high rates of dysthymic-major depressive comorbidity Akiskal & Weise, 1992). Reviews
of the relevant literature suggest that dysthymia is both a predisposing factor toward (i.e.,
a prodromal stage of) and a consequence of major depressive disorder (Akiskal, 1994;
Akiskal & Weise, 1992).

Several anxiety disorders are described in DSM-III-R, including panic disorder,
phobias, obsessive compulsive disorder, and generalized anxiety disorder. The symptoms
associated with generalized anxiety disorder include unrealistic or excessive anxiety or
apprehension, such as fear of dying, going crazy, or of doing something uncontrolled. In
DSM-III-R, the remaining symptoms are grouped under three categories: motor tension,
autonomic hyperactivity, and vigilance and scanning. Motor tension includes such
symptoms as trembling, muscle tension, aches, restlessness, and fatigue. Symptoms of
autonomic arousal include shortness of breath, dizziness, palpitations, sweating, trouble

swallowing, abdominal distress, flushes or chills, and frequent urination. Symptoms



associated with vigilance and scanning include feeling keyed up or on edge, exaggerated
startle response, concentration difficulties, difficulty falling or staying asleep, and
irritability. The individual may also experience feelings of depersonalization or
derealization. Panic disorder adds unpredictable attacks of panic to the preceding,
whereas phobic disorders are characterized by persistent and irrational fear associated with
avoidance of the dreaded object or situation.

As is evident from the previous descriptions, there is a great deal of overlap among
symptoms of depression and generalized anxiety disorder. Both anxiety and depression
may be accompanied by irritability, dysphoric mood, feelings of tension, apprehension,
worry, concentration difficulties, fatigue, and self-preoccupation (Gotlib & Crane, 1989;
Sarason, 1985; Spielberger, 1972). Torgerson (1985) found that irritability and anger are
more common in individuals with symptoms of both anxiety and depression than in either
group alone. Unfortunately, he did not distinguish between irritability and anger in his
study, and so these results may be confounded. Mook, van der Ploog, and Kleijn (1990)
found indications that the high correlations between anxiety, anger and depression may be
due largely to the high correlations between anxiety and anger, and anxiety and
depression, respectively.

There are also important differences between anxiety and depressive disorders.
Whereas sadness is most often reported by depressed individuals, fear appears to be the
predominant affective experience associated with anxiety (Bartlett & Izard, 1972; Izard,

Blumber, & Oyster, 1985; Ollendick & Yule, 1990). In a review of descriptive studies,



Breier, Charney and Heninger (1985) found that, across studies, the symptoms which best
discriminated depression from anxiety were depressed mood, early morning awakening,
suicidal ideation, and psychomotor retardation. The symptoms which best discriminated
anxiety from depression were panic attacks, agoraphobia, and compulsive features (Breier
et al., 1985). Loss of interest or pleasure, and pessimism have also been noted to
discriminate between these disorders (Clark, 1989). These latter findings are consistent
with a recent review of studies with children and adolescents, in which Brady and Kendall
(1992) found that symptoms of depression, such as anhedonia and low self-esteem,
discriminated depression from anxiety. In contrast, symptoms of anxiety were less useful
in discriminating between groups (Brady & Kendall, 1992). This may be due, at least in
part, to overlap of items between scales in frequently used inventories for children.

Diathesis of Anxiety and Depressive Disorders

Comorbidity

Clinical studies affirm that the high correlations between anxiety and depression
are not merely due to problems with self -report. High comorbidity rates using diagnostic
criteria have been interpreted by some to imply a common diathesis for these disorders.
The diagnosis of depression is often a secondary diagnosis among patients with anxiety
disorders (Barlow, 1985, Kashani et al., 1987). In a cross-sectional study, researchers
found strong associations between anxiety and depression (Angst, Vollrath, Merikangas,
& Ermnst, 1990). They found the strongest association between panic disorder and

depression: comorbidity rates were five times higher than would be expected by chance.



Longitudinal findings from the Angst and colleagues (1990) study are consistent
with other studies which have suggested that symptoms of anxiety are more likely to
precede manifestations of depression in individuals who develop symptoms of both
disorders (Schatzberg et al., 1990). Angst and his colleagues (1990) found that 62% of
those individuals who were eventually diagnosed with both disorders first manifested
symptomé of anxiety, compared to 18% who initially manifested symptoms of depression.
Pure depression tended to remain stable across the 7 year follow-up period, whereas
individuals initially diagnosed with only anxiety tended to manifest symptoms of
depression by follow-up. Although these differences were not statistically significant, they
may still be meaningful; the small sample sizes in clinical studies tend to favor statistical
Type II errors. In the Angst and colleagues (1990) study, half of the purely anxious
subjects developed major depression or recurrent brief depression during the follow-up
period. This is consistent with other reports which have shown a greater tendency for
individuals with anxiety disorders to develop symptoms of depression than for depressed

individuals to develop symptoms of anxiety (Hagnell & Grasbeck, 1990).

Family Studies

Family studies suggest a common diathesis for anxiety and mood disorders. These
disorders tend to co-occur in families as well as in individuals. Panic disorder, but not
generalized anxiety disorder, appears to have a high specific family prevalence and genetic
transmission (Breier, Charney, & Heninger, 1985; Maier, Buller, & Hallmayer, 1988).

However, there have been inconsistent reports in the literature as to the heritability and



etiology of mood and anxiety disorders. This may be due, in part, to the practice in some
family studies of employing diagnostic exclusion criteria. Studies which have employed
exclusion criteria have not supported a relationship between anxiety disorders and
depression (Crowe, Noyes, Pauls, & Slymen, 1983), whereas studies which have ignored
diagnostic exclusion criteria have supported a strong relationship between panic disorder
and major depression, in particular (Leckman, Weissman, Merikangas, Pauls, & Prusoff,
1983). When rates from previous studies which had employed exclusion criteria were
recalculated to include secondary depressive disorders, the relationship between anxiety
and depression was again supported (Clark, 1989).

In a review of family and genetic studies of parental depression and child
psychopathology, Weissman (1990) reported that children of depressed parents are at
increased risk for diagnosis of both mood and anxiety disorders. She found no statistically
significant differences in frequencies of depression and anxiety in children of parents who
had been diagnosed with a mood or anxiety disorder. No significant differences in
transmissién of anxiety and depression have been found in children even when diagnosis
and comorbidity of parents was taken into account (Weissman, Leckman, Merikangas,
Gammon, & Prusoff, 1984). However, the small sample sizes in clinical studies often
make it difficult to detect meaningful differences.

Studies which have examined the relatives of children with anxiety and depressive
disorders have found high rates of both depression and anxiety disorders. In contrast to

the previous studies, these studies do show specificity of transmission. For example, when



Puig-Antich and Rabinovich (1986) examined the rates of major depression in relatives of
proband children, they found that 39% of anxious children and 55% of depressed children
had relatives with major depression (See Table 1). In another study, looking at rates of
disorder in mothers of children diagnosed with anxiety disorders, 77.4% of the mothers
were diagnosed with anxiety disorders, whereas 42.2 % of the mothers were diagnosed

with major depression (Last, Francis, & Hersen, Kazdin, & Strauss, 1987).

Table 1

Rates of Anxiety and Depressive Disorders in Children and Relatives

CHILD ADULT DIAGNOSIS
DIAGNOSIS ANXIETY DEPRESSION

ANXIETY 77% 39%%
DEPRESSION 42% 55%

In conclusion, the evidence from family studies shows a strong relationship
between depression and mixed anxiety and depressive disorders. There are conflicting
results regarding the specificity of the transmission of these disorders, which may best be
resolved by a thorough meta-analysis of the relevant studies. Generalized anxiety has been
linked to particularly high rates (70%) of secondary depression. These findings have been
taken to indicate that this disorder may be more highly associated with a “general distress”

factor than are more specific anxiety disorders (Dohrenwend, 1990; Noyes, Clarkson,
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Crowe, Yates, & McChesney, 1987). However, there are also reports of links between
panic disorders and depressive symptoms, which would support a “spectrum” model of the
mood disorders, in which anxiety is included as one pole of mood dysregulation, with
depressed mood describing the opposite pole (Lopez-Ibor, 1990). “Kindling” models
suggest that over time the specificity or severity of stressors becomes less important in
producing symptoms (Gold, Goodwin, & Chrousos, 1988).
Twin studies

Twin studies also point to similarities in etiology, and provide a better opportunity
to differentiate between genetic and environmental factors implicated in the etiology of
anxiety and depressive disorders. Twin studies have suggested that differences between
individuals in measures of anxiety and depression can best be explained by differences in
genes and individual environmental experiences, rather than shared environmental
experiences (Jardine, Martin, & Henderson, 1984). Early studies suggested that there
were underlying nonspecific hereditary factors which may lead to a predisposition to both
anxiety and depressive disorders (Clifford, Hopper, Fulker, & Murray, 1984; Jardine,
Martin, & Henderson, 1984), as well as to neuroticism, more generally (Andrews,
Stewart, Allen, & Henderson, 1990). However, recent advances in behavior genetics
have provided new methods for testing some of these models. Carey and DiLalla (1994)
reanalyzed data from Eaves, Eysenck, and Martin (1989) in an attempt to evaluate causal
models regarding neuroticism, anxiety, and depression. Their results did not support a

causal link from neuroticism to anxiety or depression, nor did it support the existence of a
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common higher order factor linking these three constructs.

In a review of recent twin studies, Torgerson (1990) pointed out that, in addition
to the common genetic factors which increase susceptibility to symptoms of both anxiety
and depression, there are also genetic factors which are only linked to specific symptoms
of anxiety. For example, Martin, Jardine, Andrews, and Heath (1988) found that feelings
of panic appear to be shaped by genetic influences which do not affect other symptoms
associated with anxiety.

Attachment Perspectives.

Research has shown a correlation between the quality of early interactions between
parent and child and later development (Murray & Trevarthen, 1985). These correlations
have been taken as causal;, however, most of the research fails to control for genetics.
According to attachment theorists, the caretaker moderates the young child’s experience,
keeping the child from becoming overwhelmed by strong affect. Over time, the child
takes over more and more of these regulatory functions. Early interpersonal experiences
become the framework for understanding both self and other via internal representations
or ‘working models’ which guide expectations and actions (Bretherton, 1985). By the
end of the first year of life, the child has begun to develop complex working models of
human interaction (Kraemer, Ebert, Schmidt, & McKinney, 1991), which facilitate the
development of affective self-regulation and the modulation of impulses (Schwalbe, 1991).
These models of relationships are believed by many to have longstanding ramifications for

the quality of later experiences as well as the ability to moderate affect in later years, with
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particular implications for anxiety and depression (Kobak & Sceery, 1988; Kobak, Sudler,
& Gamble, 1992).

Recent advances in neurobiological research suggest that adverse early experiences
not only impede the individual’s ability to moderate their experiences, they also have
structural implications for the developing organism,; interactions which are responsive to
the child’s needs appear to facilitate the normal physiological development of the neural
structures which underlie affective modulation and well-being (Schore, 1994). Adverse
early experiences may impair the individual’s ability to self-regulate affective experiences,
leaving the individual more vulnerable to becoming overwhelmed by strong affects such as
sadness, shame, or fear. The ability to self-regulate affect efficiently allows the individual
to cope with stress with fewer costs (Schmale & Engel, 1975). The underlying structure
which appears to be critical in the development, storage, and regulation of internal
representations linked to the regulation of affective information appears to be
dopaminergic (Joseph, 1988; Schore, 1994). This is consistent with research which links
deficits in goal seeking behaviors (Swerdlow & Koob, 1987) and “positive emotionality”
(Depue, Luciana, Arbisi, Collins, & Leon, 1994) to the dopaminergic system (Swerdlow
& Koob, 1987), suggesting that this monoamine may be particularly important in
depressions in which anhedonia or psychomotor retardation is a major symptom (van
Praag, 1980b). Chrousos and Gold (1992) have delineated two distinct forms of stress
system dysregulation: one associated with hyperarousal, and the other taking the form of

hypoarousal. These two responses to acute stress are consistent with the vigilance and
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arousal activation associated with anxiety, on the one hand, and the psychomotor
retardation, fatigue, and anhedonia linked to depression, on the other.
Physiological Studies

Evidence from epidemiological and animal studies biochemically links anxiety and
depression. Findings suggest that indices of noradrenergic and neuroendocrine function
may be disturbed in both disorders, albeit somewhat differently (Leckman, Weissman,
Merikangas, Pauls, & Prusoff, 1983; van Praag, 1994). Some variants of each disorder
respond to monoamine oxidase (MAO) inhibitors and tricyclic antidepressants (Uhde,
Roy-Byrne, Vittone, Boulenger, & Post, 1985; Weissman, Leckman, Merikangas,
Gammon, & Prusoff, 1984). This is not true, however, of generalized anxiety disorder,
which, unlike obsessive compulsive disorder or panic disorder, does not respond to MAO
inhibitors or tricyclic antidepressants. There is also evidence which suggests that it may be
possible to distinguish between subtypes of depression on the basis of differential
neurophysiological underpinnings. For example, Weiss and Simson (1985) suggest that
anxiety which occurs in the face of uncontrollable stressors produces an accompanying
depressive state. This type of depression has been conceptualized as “anxious depression”
(Weiss & Simson, 1985) or “5-HT (serotonin)-related, anxiety-driven depression” (van
Praag, 1994).

It is more likely that specific symptoms or clusters of symptoms, rather than
complex syndromes such as anxiety or depression, will be linked to specific transmitter

systems. For example, van Praag and his colleagues (1990a; 1990b) have connected the
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initiation and maintenance of goal directed behaviors to the dopaminergic system, hedonic
functions associated with reward coupling to the norepinephrine system, and the affective
regulation of aggression and anxiety to the serotonergic system. Viewing symptoms in
this way helps to clarify why drugs which affect the serotonergic system have been found
to be useful in the treatment of both anxiety and depressive disorders, in both of which the
modulation of arousal may be an important component, and may be experienced either as
hostility, or anxiety. Van Praag (1994) later noted that serotonin related drugs work
poorly with some patients;, Katz and his colleagues (1994) noted that about one third of
depressed patients do not respond to these drugs.

Clinical studies help point to ways in which symptoms of anxiety and depression
are tied together at the neurotransmitter level, but can be more clearly delineated when the
components are broken down into discrete symptom clusters. For example, Katz and his
colleagues (1994) found that biochemical changes in the serotonergic system were more
strongly linked to mood aspects of depression, such as hostility and anxiety, whereas
changes in the noradrenergic system were more strongly linked to behavioral aspects of
depression associated with psychomotor retardation and arousal, such as anxiety,
agitation, and somatic symptoms.

Katz and his colleagues (1994) found very different results when considering
unipolar versus bipolar responders to the intervention under study. In unipolar responders
lower levels of norepinephrine were associated with lower levels of hostility and smaller

decreases of norepinephrine were associated with reductions in psychomotor retardation.
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Smaller decreases of a serotonin (5-hydroxyindoleacetic acid (5-HIAA); the major
metabolite of serotonin) and dopamine metabolite were associated with decreased
anxiety. Interestingly, smaller decreases in the norepinephrine metabolite were associated
with more positive outcomes, suggesting that it may be crucial to look at actual
neurotransmitter levels rather than increases or decreases per se. Bipolar responders
showed a somewhat different pattern: smaller decreases in norepinephrine were also
associated with decreased motor retardation. However, lower levels of 5-HIAA were
associated with decreased depressed mood, and greater levels of the dopamine metabolite
were associated with decreased hostility (Katz et. al., 1994). These results support other
studies which have affirmed the importance of considering subtype when looking at mood
disorders.

These findings also support earlier suggestions (Katz et. al., 1987) of a stronger
link between the serotonergic system and anxiety than with dysphoric mood. There is still
controversy whether decreases in 5-HIAA in the cerebrospinal fluid is a reflection of
enhanced serotonergic transmission (Ericksson & Humble, 1990; Meltzer, 1990). If this
link does exist, it would make sense of differences between unipolars and bipolars in the
therapeutic action of serotonergic drugs which have been reported (Katz et al., 1994).
For bipolars, greater reductions in a 5S-HIAA were associated with reductions in anxiety
and depressed mood, whereas for unipolars, smaller reductions in 5S-HIAA were
associated with reductions in anxiety (Katz et al., 1994). This suggests that the role of the

serotonergic system is different in unipolar depression, or else that it is not relevant to the
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therapeutic action of the drug. In this context, it is notable that anxiety appears to play a
larger role in unipolar than in bipolar depression (Katz, Robins, Croughan, Secunda, &
Swann, 1982). Serotonergic drugs tend to be more effective in the treatment of disorders
in which anxiety plays a major role, than in those in which psychomotor disturbance is
prevalent (Deakin, Guimaraes, Wang, & Hensman, 1991; Insel, 1991). These findings
affirm the importance of focusing on symptom clusters when trying to understand
important differences between anxiety and depression.

Drug trials support the importance of looking at specific subtypes or symptom
clusters of anxiety. Consistent with results from family and genetic studies, drug
treatment studies support panic disorder, obsessive compulsive disorder, and generalized
anxiety disorder as separate nosological entities (Heninger & Charney, 1988).

The literature exploring the concomitants of learned helplessness extends our
understanding of some of the physiological underpinnings of anxiety and depressive
symptomatology by looking at the effects of chronic or uncontrollable stress. The
behavioral deficits associated with learned helplessness include the anhedonia,
helplessness, and despair often associated with depressive disorders (Maier & Seligman,
1976, Schutz, Schutz, Orsingher, & Izquierdo, 1979). Severe stress leads to monoamine
dysregulation which includes the dopaminergic and noradrenergic systems.

In an attempt to better delineate the functions of these two monoamines,
Dubovsky (1993) linked underlying neurological substrates to specific psychobiological

functions, rather than to discrete diagnostic syndromes, and found that the noradrenergic
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system is most often associated with arousal, orientafion to danger, alerting, learning,
memory, and sympathetic nervous system functioning. Symptoms associated with
noradrenergic dysregulation include agitation, arousal, fearfulness, vigilance, insomnia,
and withdrawal (Dubovsky, 1993). Dubovsky links the dopaminergic system to
movement, reward, and motivation. Symptoms associated with dopaminergic
dysregulation include the psychomotor retardation, anhedonia, helplessness, and despair
often associated with depression (Swerdlow & Koob, 1987). Serotonergic dysfunction
has been linked to anxiety, aggression, motivation, memory, skeletal muscle function, as
well as to regulatory functions such as mood, sleep, appetite, body temperature, and
sexual behaviors (Dubovsky, 1993; Cloninger, 1986; van Praag et al., 1990a) . Associated
symptomatology includes impulsivity, aggression, suicidality, sadness, anxiety, as well as
sleep and appetite disturbances (Apter et al., 1990; Dubovsky, 1993; Soubrie, 1986; van
Praag, 1990b).

“Learned Helplessness” and “Serotonin Driven Depression”

The best defined distinct subtype of unipolar depression is a type called “serotonin
driven depression” by van Praag (1994). This form of depression was originally
hypothesized from results on experiments called “learned helplessness™ experiments. This
section reviews that research, which strongly links anxiety and depression. The reader is
warned that the label “learned helplessness” is now known to be a very misleading label

for “learned helplessness” experiments.
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The Label “Learned Helplessness”

The original “learned helplessness” experiments took on the following form.
Animals were exposed to uncontrolled and inescapable stress. Following this stress, the
animals showed performance deficits in escape learning. For example, consider a situation
in which untreated animals easily learn a response to escape shock. Following stress,
many of these animals were unable to learn the escape response, or they were very slow in
learning it. That is, they acted “helpless” in the face of shock. Researchers early on noted
that this is similar to the pattern shown by severely depressed patients (Maier & Seligman,
1976, Schutz, Schutz, Orsingher, & Izquierdo, 1979). The “learned helplessness”
experiments have subsequently been used as animal models for depression, although there
have also been human studies done within the “learned helplessness” paradigm.

The label “learned helplessness” was coined by certain theorists who had formed a
similar theory for depression disorders. This theory claims that depression is caused by
feelings of helplessness. These feelings are claimed to be produced by a belief in the lack
of contingency between one’s actions and potential outcomes (Garber, Miller, & Seaman,
1979). Others (Abramson, Metalsky, & Alloy, 1989) have further claimed that feelings of
helplessness are caused by self-blame or “internal” attributions for negative events. These
theorists interpret the findings of the “learned helplessness” experiments as showing that
people learn helplessness from self-blame attributions for stress.

The problem with the label “learned helplessness” is that it is not learned (c.f. Paul,

1988, p. 15 ). There are several forms of evidence which show this, including findings on |
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duration and findings on the induction of learned helplessness by drugs rather than by
stress (Weiss & Simson, 1985).

Consider duration: Learning without counterlearning lasts for periods of days,
months, and years. The behavior deficits for “learned helplessness” experiments wear off
completely in 72 hours and are largely gone in 24 hours. Furthermore, Weiss and his
colleagues (1981) have noted that effects past 4 hours are probably due to conditioned
anxiety which reproduces the anxiety state, which then reproduces the depressed state.

Consider newer studies on the induction of “learned helplessness” behavior deficits
using other drugs: Petty, Kramer, and Moeller (1994) reviewed studies showing that
“learned helplessness” can be induced by injections of anxiogenic drugs, such as
haloperidol. It can be induced by other anxiety producing drugs, as well, such as
benzodiazapine receptor ligands (Drugan, Maier, Skolnick, Paul, & Crawley, 1985). That
is, there need be no stress manipulation to get the effects of “learned helplessness.”

“Learned Helplessness” findings

The key finding of the “learned helplessness” studies can be restated as this: A
state of high anxiety produces a delayed state of high depression, in which the subject feels
dysphoria, irritability, and anhedonia. The anhedonia eliminates the emotional effects of
reinforcement (Ettenberg, 1989) and thus makes it hard to learn from successful
experiences, such as the relief from fear produced by a successful escape experience.
Anhedonia also makes it hard to elicit previously learned responses that were rewarded by

positive reinforcement.
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There have also been many studies done on the brain chemistry of the depression
produced in “learned helplessness” experiments. These studies suggest that the serotonin
effects produced by anxiety result in depleted norepinephrine in the locus ceruleus area of
the brain (Paul, 1988), and that it is this depletion which produces the anhedonia of the
depressed state.

Anxiety driven depression

The data in “learned helplessness” studies show that a state of high anxiety will
produce a state of high depression (Barlow, 1991). That in itself says nothing about trait
anxiety and trait depression. But consider the implications of this finding for people with
high state anxiety. A person with high state anxiety often experiences states of intense
anxiety. Each such experience produces a state of depression which lasts about 4 hours.
Thus, a person who experiences a high rate of intense state anxiety will automatically
experience a high rate of associated depression.

Van Praag (1980a) made this inference at an early date in this line of research and
concluded from this that there should be a subtype of depression caused by serotonin
dysregulation. In later reports, he thought that data had disconfirmed this hypothesis (van
Praag et al., 1990a). However, in van Praag (1994), he pulled together all the data and
showed strong support for this hypothesis. Depressed patients who show low levels of
serotonin metabolites in their cerebral spinal fluid are much more likely to respond
positively to antidepressants than patients whose first presenting symptoms are of anxiety.

Those whose first and only symptoms are those of depression usually do not respond to
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tricyclic antidepressants. Furthermore, there is a temporal progression to the recovery.
They first show a reduction in anxiety and then later show a reduction in depression.

The one key difference between the van Praag (1994) theory and the simple
anxiety-depression hypothesis is that van Praag noted the importance of hostility and
aggression to this theory. Serotonin has an even stronger influence on hostility and
aggression than on anxiety. Van Praag noted that in the studies done, hostility was equally
a part of the pattern. That is, in the patients who appear to be serotonin driven
depressives, hostility was an early presenting factor just as often as anxiety. In addition,
hostility - like anxiety - showed early reduction in the patients who responded positively to
tricyclics.

The van Praag theory is closely related to the epidemiological findings of an
asymmetry in the development of anxiety and depressive disorders. That is, those who
first develop anxiety frequently go on to develop either full or partial depressive disorders.
Those who first develop depression usually do not go on to develop problems with
anxiety. Those who develop depression following anxiety disorders would be the
serotonin driven depressives. Those who develop depression first and who do not develop
anxiety problems are a second type of depressive: those not likely to respond to
serotonin-related-antidepressant drugs.

It would be interesting to know if hostility/aggression problems show the same
asymmetry in time for aggression as that found for anxiety. The van Praag (1994) theory

would predict this. However, the epidemiological studies rarely report on hostility and
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aggression problems.
Quantitative Theories of Anxiety and Depression

Quantitative theories of state and trait depression consider comparisons rather than
extreme cases. Consider then two people, one of whom is higher than the other in trait
anxiety. The person who is higher in trait anxiety will be more likely to experience states
of intense anxiety which will produce the accompanying state of depression. Thus, the
person who is higher in trait anxiety will also be higher in trait depression.

If all depression were caused by serotonin dysregulation, then there would be a
near perfect correlation between trait anxiety and trait depression, even though the two
are conceptually distinct entities. However, the studies reviewed by van Praag (1994) also
show that there are depressed patients who do not respond well to tricyclics and who
show a very different temporal pattern in the development of depression.

The implication for the joint relationship of anxiety and depression is this: The data
should show that as anxiety goes up, depression goes up. However, as anxiety goes
down, depression need not disappear. Rather, those whose depression is not caused by
serotonin dysregulation could show up as people with low anxiety, but high depression.
Thus, the contingency table for anxiety and depression would be predicted to show an
asymmetry: (a) no cases of high anxiety without high depression, but (b) many cases of

high depression without high anxiety.
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Assessment

An underlying dilemma in defining depression and anxiety has been the multiple
meanings of these terms, ranging from affective experiences, to syndromes, to disorders.
Many theorists now view each of these disorders along a continuum extending from
common affective experiences to diagnosable disorders (Beck & Clark, 1988). Much of
the clinical, family, and psychophysiological literature supports this view (Paul, 1988; van
Praag et al., 1988). Quantitative studies find no break in the distribution of anxiety and no
break in the distribution of depression.

Self-report instruments.

Most anxiety self-report instruments describe features of generalized anxiety
disorder (Gotlib & Cane, 1989). Most depression instruments describe symptoms
associated with unipolar depression (Gotlib & Cane, 1989). Many anxiety and depression
scales correlate between .70 and .90 with other scales measuring the same construct,
which would provide good evidence for convergent validity. Correlations between
constructs of between .40 and .60 (with a range between .27 and .94; Clark, Beck, &
Stewart, 1990) have been reported. Gotlib and Cane (1989) have interpreted the high
correlation between anxiety and depression in self-report instruments as a lack of validity
in self-report. As mentioned previously, there is considerable overlap between symptoms.

If the high correlation were due to overlapping symptoms in the scales, that high
correlation might be interpreted as poor discriminative validity. However, there is also

high comorbidity between these two disorders. Thus, it is not clear whether the high
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correlation between anxiety and depressive instruments is due to poor discriminant validity
or to the high comorbidity rates for these disorders (Regier, Burke, & Burke, 1990).

Mountjoy and Roth (1982) found that depression was more often described as
persistent in depressive patients, whereas it was more often described as mild or episodic
in patients with a primary diagnosis of anxiety.

There were no significant differences between anxious and depressed patients in
their self-reports of tension. Some people have accused depressives of exaggerating
reports of level of symptomatology and general distress (Prusoff & Klerman, 1974). Kelly
and Walter (1969) found that agitated depressives rated their own anxiety as more severe
than did anxious patients whose autonomic arousal levels were higher. Even non-agitated
depressed patients rated their anxiety as high as did anxious patients, in spite of
physiological evidence to the contrary. However, it should be noted that autonomic
arousal is not the same as fear and vigilance; a depressed individual’s experience of
ruminative anxiety may indeed be more severe to that individual even though there may be
a lower level of autonomic arousal.

Common Concomitants

Personality Factors

Another method for understanding the comorbidity of anxiety and depressive
disorders is by looking at commonalities and differences in personality characteristics.
Cloninger (1987, Cloninger, Martin, Guze, & Clayton, 1990) has delineated three

dimensions of personality: novelty seeking, described as impulsive versus constrained,
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harm avoidance, described as apprehensive or cautious versus fearless or uninhibited; and
reward dependence, described as sensitive to social cues versus detached. Strong
associations have been found between harm avoidance and negative mood states, such as
hostility, anxiety, depression, fatigue, and confusion (Svrakic, Przybeck, & Cloninger,
1992). Cloninger (1986) contends that individuals high in harm avoidance and reward
dependence, and also low on novelty seeking, are more likely to develop either anxiety or
depressive disorders (1986; 1988a). Cloninger (1986) suggests that similarities in
personality types account for the high comorbidity of these two disorders (1986; 1988a).

There is evidence that the overlap between these two disorders may be primarily
due to secondary features; depression is often a sequelae of chronic psychopathology
more generally (Cloninger, Martin, Guze, & Clayton, 1990). There are some indications
from family studies that there may be little overlap between primary anxiety and depressive
disorders, but rather, individuals with anxiety disorders may be at higher risk for
developing secondary depression (Cloninger, Martin, Guze, & Clayton, 1981).

Some theorists have suggested that there is a general subjective distress factor,
often termed "neuroticism," which has been defined as "a broad dimension of individual
differences in the tendency to experience negative, distressing emotions and to possess
behavioral and cognitive traits" (Costa & McCrae, 1987, p. 301). Neuroticism is viewed
as an enduring emotional instability, and correlates .59 with anxiety and .51 with
depression in trait measures (Eysenck & Eysenck, 1968). These correlations are difficult

to interpret. There is no independent way to measure neuroticism; the scales which
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purport to do so are largely saturated with anxiety and depression items, along with other
associated symptoms, such as hostility.

Recovered anxious and depressed patients have been found to be more neurotic
than control subjects (Reich, Noyes, Hirschfield, Coryell, & O'Gorman, 1987).
“Neuroticism” is also a strong predictor of chronicity (Hirschfield, Klerman, Andreasen,
Clayton, & Keller, 1986). In a high-risk study, Hirschfield and his colleagues (1989)
found that factors associated with neuroticism, such as decreased emotional stability and
poorer accommodation to stressful situations predicted later depressive episodes.
However, the high recidivism rates for depression suggest that these individuals may be
moving from major depressive episodes to dysthymia; “recovery” may mean alleviation of
acute symptoms (Akiskal & Weise, 1992). Not surprisingly, neuroticism, much like
anxiety and depression, appears to be largely genetically determined (Henderson, 1982),
and genetic factors also appear to be important in predicting the covariation of
neuroticism, depression, and anxiety (Jardine, Martin, & Henderson, 1984; Martin,
Jardine, Andrews, & Heath, 1988).

More recently, this purported tendency to experience negative emotional states has
been conceptualized as a pervasive mood disposition, and has been termed "negative
affectivity" (Watson & Clark, 1984). Negative affectivity is measured by symptoms of
negative affective states including nervousness, tension, anger, guilt, and sadness.
Individuals high in negative affectivity are those who have a heightened sensitivity to life

stressors and a negative self-image (Watson & Clark, 1984). Watson and Clark (1984)
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claim that it is positive affectivity, or the disposition to experience positive affective states,
which may best discriminate between anxiety and depression. In contrast to Watson and
Clark, whose conceptualization of both depression and anxiety includes high negative
affectivity, Tellegen (1985) has conceptualized only anxiety as high negativity, positing
depression as a deficit in positive affectivity. In this way, Tellegen is viewing depression
as anhedonia, one predominant symptom of the disorder. Tellegen's view is consistent
with indications from the literature that mild depression is more strongly defined by a lack
of positive self-evaluations than with a predominance of negative self-evaluations (Beck &

Clark, 1991).

Maladaptive Cognitive Processes

Empirical findings link personality characteristics associated with negative
temperament to poor outcomes, such as lower self-esteem (Block & Robins, 1993),
anxiety, and depression (Watson & Clark, 1984). This may be due, at least in part, to
overlap between items in these scales. There are indications that cognitive states can have
important implications for affective experiences. For example, self-focus can intensify
affective states (Gibbons, 1991). Depression includes a tendency to perseverate on
negative events, increasing the experience of negative, but not positive, affect.
Alternatively, there are also indications that the absence of positive focus may be more
focal than the presence of a negative focus (Beck & Clark, 1991). The rumination and
negative expectations often associated with depression may replace active engagement and

constructive problem solving. Cognitive models also provide a means for understanding
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how anxiety may lead to depression; Carver and Scheier (1991) suggest that when
feelings of anxiety disrupt attention, positive versus negative expectations determine
whether or not the activity is resumed. Within this framework, a paucity of favorable
expectancies leads to disengagement.

Both anxiety and depression are characterized by maladaptive cognitive processes
and irrational beliefs. However, there is evidence that the cognitive content of
maladaptive cognitions may differ between depressed and anxious individuals (Beck,
Brown, Eidelson, Steer, & Riskind, 1987). In anxiety, maladaptive cognitions tend to
have an orientation toward a future in which threat or harm is anticipated, whereas in
depression the focus tends to be toward past perceived losses, failures, or degradation.
These differences in orientation also appear to have implications for how individuals
process information. The anxious individual may be hypervigilant for signs of threat or
harm, overestimate the possibility of danger, and tend to recall information which is
associated with threat or anxiety. In contrast, the depressive may tend to differentially
process and recall information associated with loss and failure. Depressed individuals also
tend to discount positive self-referential information (Kendall & Ingram, 1989). These
types of irrational beliefs and maladaptive cognitions may also be important in helping us
to understand and distinguish between distinct subtypes of depression.

Anaclitic and Introjective Depression
In his original and theoretical work, Blatt (1974) claimed that depressed people

can be split into two types: anaclitic and introjective depressives. However, when he
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moved into research, there was a subtle shift in theories: a shift from types to “styles.”
This shift obscured the problems for the original theory. The data seem to contradict the
original theory.

This section will present the original theory. The empirical work will be briefly
reviewed with an emphasis on the two scales for anaclitic and introjective depression.
Selected findings for the scales will be reviewed. This evidence seems to disconfirm the
original type theory. The evidence may disconfirm the use of the term “depression” in
naming the scales. Finally, some hypotheses for this research will be framed.

Blatt’s Theory: Subtypes of Depression

Blatt (1974) hypothesized that there are two types of depressives: anaclitic and
introjective depressives. His theory is developmental. Depression can be produced from
either of two kinds of experience: (a) helplessness and dependency or (b) feelings of
inferiority and resulting self-criticism. He posited two types of depressive. First, the
anaclitic depressive is characterized by feelings of helplessness, weakness, and
dependency. Second, the introjective depressive, presumed to be developmentally more
advanced, is characterized by feelings of inferiority, guilt,‘ and fears relating to perceived
failure to live up to standards or expectations. Many authors have focused on this
dichotomy in their attempts to understand depression (Arieti & Bemporad, 1980; Blatt &

Zuroff, 1992; Grinker, Miller, Sabshin, Nunn, & Nunnally, 1961; Pilkonis, 1988).
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Blatt’s Research: Styles

Blatt devised an instrument using items which were constructed to reflect
experiences often reported by depressed individuals, and were not specifically associated
with any particular theoretical orientation (Blatt, D’ Afflitti, & Quinlan, 1976a). A factor
analysis of these items results in three factors. The anaclitic, or dependent; style was
described as externally directed with regard to interpersonal relations. The themes
included abandonment, loneliness, helplessness, rejection, dependency, and managing
negative affect to avoid the loss of the other. The introjective, or self-critical style, was
described as more internally directed. The themes included guilt, emptiness, hopelessness,
insecurity, dissatisfaction with self, self-blame, failure to meet standards or expectations,
and being threatened by change or responsibility. The third factor was identified as
“efficacy,” with no recognition of the fact that self-efficacy and self-criticism should be
negatively correlated with each other. This third factor consisted of items which indicated
a sense of confidence regarding one’s inner resources and capacities. The themes included
a focus on high standards, personal responsibility, a sense of autonomy, and pride in one’s
accomplishments.

The key output from this research effort is two scales: one scale to measure
anaclitic depression and the second scale to measure introjective depression. However,
there is a key element missing from that research: no cutoff scores to identify the two
depressive types. It may be that the researchers looked at the distributions of scale scores

and saw no natural break in that distribution. Thus, they may have been hesitant to choose
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such a point. However, there is also no natural break in the distribution of scores on
depression scales either: no break in scores for self-report scales such as the Beck
Depression Inventory and no break in scores for psychiatric interview scales such as the
Hamilton Depression Scale. Nonetheless, useful cutoff scores have been developed for
research and practice in regard to depression.

In discﬁssing research, Blatt and his colleagues frequently make a subtle, but
important, shift in language: a shift from the language of types to the heavy use of the
word “styles.” This seems to be an indirect recognition of a shift from considering types
to the consideration of quantitative dimensions. However, when this shift is done
implicitly, there can be many errors in logic. Type theories are very different in content
from dimension theories.

The Correlation Between Anaclitic and Introjective Depression

Perhaps the most important finding for the Anaclitic and Introjective depression
scales is the fact that the two scales are positively correlated. This would seem to
contradict the original theory of two types of depression.

In the original theory, there are three types of people:

AD= anaclitic depressives

ID = introjective depressives
ND = non-depressives.
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Consider the measurement theory behind the development of the Anaclitic depression
scale:
Anaclitic depression scale ranges:

High: AD persons
Low: ID and ND persons

Consider the measurement theory behind the development of the Introjective depression
scale:
Introjective depression scale ranges:

High: ID persons
Low: AD and ND persons

In a contingency table for the two scales considered together, we should find the entries

depicted in Table 2.

Table 2

Contingency Table for the Anaclitic and Introjective Scales

Introjective Depression l

Anaclitic Low High
D .
epression High

AD
Low ND ID

The number of people in each cell would depend on the severity of depression used

to define the depressed type and it would depend on the population studied. In clinical
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terms, the level of severity may be defined by whether “minor” depression should be
considered or only major depression (“minor” depression is not minor in terms of either
impairment or prognosis as noted by Akiskal and Weise, 1992). Consider the general
population. If 10% of the population were considered as suffering from serious
depression, and if the two types of depression were equally likely, then the table for 100

people would look like the contingency table presented in Table 3.

Table 3

Proposed Proportions of Anaclitic and Introjective Depression in the General Population
per 100 People

Introjective Depression

Low High
Anaclitic ]
Depression High 5
Low 90 5

Correlation: r=-.05.

That is, in a general population, we would expect a low negative correlation between the
scales of about r = -.05.
On the other hand, consider a patient population. If we considered only depressed

people to begin with, the contingency table for 100 people would be as shown in Table 4.
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Table 4

Proposed Proportions of Anaclitic and Introjective Depression in a Patient Population
per 100 Depressed People

Introjective Depression
Low High
Anaclitic .
Depression High 50
Low . 50

Correlation: r= -1.00

In a population of depressed patients, we would expect a perfect negative correlation
between the scales of r=-1.00.

Many studies are done with less well defined “outpatient” samples. The key
question is: how many depressives are in the particular outpatient sample? For example,
suppose that in the outpatient population, 40% of the patients are depressives. That is,
suppose that in the outpatient population, 83% of the non-depressives are screened out.
The contingency table would look like Table S.

That is, in an outpatient population with 40% depressed patients, we would expect

a low negative correlation between the scales of r =-.25.
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Table 5

Proposed Proportions of Anaclitic and Introjective Depression in an Outpatient
Population in Which There are 40% Depressives

Introjective Depression
Low High
Anaclitic A
Depression High 20
Low 60 20

Correlation: r= -.25

To summarize; in the general population, anaclitic and introjective depression
should have a low negative correlation of about r =-.05. In a population with only
depressed patients, that negative correlation would be a perfect r =-1.00. In an
outpatient population, the correlation would be somewhere between -.05 and -1.00
depending on the percentage of outpatients that are depressed. For an outpatient
population with 40% depressed patients, the correlation should be about r = -.25.

Eight studies were located with data on the correlation between the Anaclitic and
Introjective style scales. In some studies, the sample was an outpatient sample. In some
studies, the sample was a student sample that would be similar to the general population.
The Blatt, Quinlan, Chevron, McDonald, & Zuroff (1982) study had both outpatients and
students. Those two values are listed separately and will be analyzed as if they were from
separate studies. Unfortunately, one of the studies did not fully report the correlations.

Zuroff, Moskowitz, Wielgus, Powers, and Franko (1983) computed the correlation for
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three samples, but report the value for only one sample (N = 39; r = .30). The other two
correlations were merely described as “less than .15,” so that study could not be used.
The studies and the results that could be used are listed in Table 6.

The values in this table vary considerably from one study to another. This is
expected in small sample studies because of the large sampling error in such studies.
Meta-analysis was used to obtain estimates of the distribution of population values.

Several analyses were done and the results are presented in Table 7.

Table 6

The Correlation Between Anaclitic and Introjective Style Scales
as Reported in Various Studies

Authors Sample Size | Correlation Subjects
Brown & Silberschatz, 1989 60 51 outpatients
Klein, Harding, Taylor, & Dickstein, 1988 132 27 outpatients
Blatt, Quinlan, Chevron, McDonald, & Zuroff, 1982 197 30 outpatients
262 10 students
Smith, O’Keeffe, & Jenkins, 1988 188 .04 students
Fuhr & Shean, 1992 150 47 students
Shapiro, 1988 111 26 students
McCranic & Bass, 1984 86 -13 students
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Table 7

Meta-Analysis of Correlations Between Anaclitic and Introjective Style Scales

Number of Number of
Studies Subjects Mean rho SD rho
ALL STUDIES 8 1186 21 .16
OUTPATIENTS 3 389 32 .02
STUDENTS 5 797 15 .16

In contrast to the predicted negative correlation between scales, the empirical
studies have found a positive correlation between the two style scales. The meta-analysis
across all 8 studies found an average correlation of r=.21. This finding simply
disconfirms the type theory.

There is more variation in the correlations than is explained by sampling error (the
standard deviation of population correlations is estimated to be SD = .16). Variation
would be predicted by the type theory since the correlation is predicted to be much more
highly negative for an outpatient population than for a student population. Separate
analyses were done for the two types of populations: outpatients and students. For the
outpatient studies, the average correlation is a positive r = .32 with virtually no variation
across studies (estimated SD = .02). For the student samples, the average correlation is a
positive r = .15. That is, the correlation is positive for both populations. The correlation

is a relatively Jow +.15 for students and a much higher +.32 for outpatients. These
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findings are completely inconsistent with the type theory.

There was one lone study which did find a negative correlation. McCranie and
Bass (1984) report a sample correlation of r = -.13 for a sample of N = 86 students.
However, this is a very small sample and the sample correlation could be negative by
chance. The 95% confidence interval for this study is -.34 to +.08. Since the confidence
interval does extend into the positive region, it is possible that the negative value is a
fluke. If the negative value for this one study is due to sampling error, then all 8 studies
show positive correlations.

To summarize; the type theory of anaclitic and introjective depression predicts a
negative correlation between the Anaclitic and Introjective depression scales, a low
negative correlation for the general population correlation, and a much larger negative
correlation for an outpatient population. The fact is that both correlations are positive.
The average correlation for students is a positive +.15, while the average correlation for
outpatients is an even higher positive +.32. Thus, there is a massive departure between
the scale findings and the implications of the original type theory.

Correlations with Depression

There is another potential problem for the type theory. Suppose the two scales are

scored 0 and 1 for “low” and “high,” respectively. The two scales considered together

should perfectly identify depressives (see Table 8).
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Table 8

Predicted Sums of Levels for Identification of Anaclitic and Introjective Depressives

Person Type Level on Anaclitic Level on Introjective Sum of Levels
AD 1 0 1+0=1
ID 0 1 0+1=1
ND 0 0 0+0=0

This table shows that there should be a perfect multiple correlation for depression
as predicted from the two scales. While there is evidence of positive correlation between
each scale and depression scales, there appears to be no check to see if the correlations are
as high as required to have a multiple correlation of 1.00.

Research Objectives

Research is needed to establish the exact relationship between depression and the
Anaclitic and Introjective depression scales. Since the two scales are positively correlated,
the original type theory cannot be correct. However, there is an alternative theory.
Anaclitic style and introjective style might be symptoms of depression. If this were true, it
would be consistent with the original anecdotal observations that generated the typeA
theory. However, it would also be true that as symptoms of depression, the two would be
expected to be highly correlated with each other. As symptoms rather than types, perfect
prediction of depression would no longer be predicted.

Consider anaclitic style and introjective style as symptoms. Existing scales for
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depression have given little consideration to these traits. This may be an error of
omission. On the other hand, the two scales do not appear to be equally linked to
depression. The two most frequently used depression questionnaires may be the Beck
Depression Inventory (BDI;, Beck, Ward, Mendelson, Mock, & Erbaugh, 1961) and the
Zung Depression Scale (Zing, 1972). Both are more highly correlated with the
introjective style than with the anaclitic style (Blatt, Quinlan, Chevron, McDonald, &
Zuroff, 1982). This could mean that the anaclitic style is not a symptom of depression or
it could mean that dependency is a key symptom which has been omitted from current
scales.

As it happens, dependency might be a symptom for anxiety rather than depression.
The Anaclitic scale is more highly correlated with fearfulness and anxiety than is the
Introjective scale (Persons, Burns, Perloff, & Miranda, 1993; Zuroff & Mongrain, 1987).
Consistent with this, a dependent, or anaclitic, style has been linked to both depression and
anxiety disorders in outpatients, whereas the introjective style was only associated with
depression (Bagby et al., 1992).

Differences Between Anxiety Symptoms

Research also suggests that it may be important to distinguish between different
types of anxiety. Panic disorder is defined by DSM-II-R as generalized anxiety disorder
plus panic attacks. Panic disorder is more highly associated with depression than are
generalized anxiety disorders. There are specific symptoms of panic disorder, such as

panic attacks, which may facilitate definition. It may be more difficult to distinguish the
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psychological symptoms of anxiety disorders versus symptoms of depression.

There are indications that it may be useful to distinguish between cognitive
symptoms of anxiety and somatic symptoms of anxiety. Cognitive anxiety is characterized
by apprehension and worry associated with specific cues, muscle tension, shyness,
fatiguability, and behavioral inhibition, whereas somatic anxiety is linked to somatic
complaints, high autonomic arousal, and impulsivity (Cloninger, 1988b). Factor analytic
studies have shown these to be relatively distinct clusters of symptoms, with some
different risk factors (Cloninger, 1988b). For example, Cloninger (1986) found that
criminality is associated with increased susceptibility to somatic anxiety and decreased
susceptibility to cognitive anxiety. Autonomic and somatic symptoms appear to be also
useful in distinguishing between anxiety and depressive disorders (King, Margraf, Ehlers,
& Maddock, 1986).

Summary

One way to understand the conflicting reports regarding consistencies versus
inconsistencies between anxiety and depression is to look at the themes and specific
symptoms associated with each disorder. Some subtypes of depression may be more
highly associated with specific symptoms of anxiety than others. For example, somatic
symptoms have been more highly linked to anxiety than to depression (King, Margraf,
Ehlers, & Maddock, 1986), and yet they have also been linked to a dependent depressive
style (Beck, Epstein, & Harrison, 1983). It is important to remember that the “disorders”

under consideration in this study are created, to a large extent, by our attempts to classify,
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understand, and treat individuals who present with a diverse array of symptoms. These
classification structures have evolved along with our understanding, which is always
somewhat arbitrary and limited by our preconceptions and limitations. Persons (1986)
noted the importance of first delineating the actual psychological phenomena under study
in order to be able to build theories which account for those phenomena. In this study, an
attempt is being made to delineate the symptoms, or themes, associated with anxiety and

depression in order to better understand their interrelationships.



CHAPTER III

PLAN OF ANALYSIS

In this study I will review symptoms of anxiety and depression described in the
DSM-III-R, ICD-9, Diagnostic Interview Survey, Research Diagnostic Criteria, and
NEO-PI, along with depictions by theorists, such as Beck (1967; Beck, Epstein, Brown, &
Steer, 1988), Blatt (1974), Nurcombe and his colleague (1988), Gotlib & Cane (1989),
Spielberger (1972), Izard (Bartlett & Izard, 1972; Izard, Blumberg, & Oyster, 1985),
Watson and Clark (1984; Clark, 1989), and Tellegen (1985). I will also compile a list of
symptoms from two self-report measures of depression (the Beck Depression Inventory;
BDI; Beck, Ward, Mendelson, Mock, & Erbaugh, 1961, and the Symptom Checklist-90;
SCL-90; Derogatis, Lipman, & Covy, 1973) and two measures of anxiety (the Beck
Anxiety Inventory; BAI; Beck, Epstein, Brown, & Steer, 1988, and the SCL-90) which
were specifically chosen because they have been found to have good discriminant validity
(Gotlib & Cane, 1989). Symptoms will also be compiled from scales which assess guilt,
shame, dependency, self-criticism, interpersonal sensitivity, mastery, self-efficacy,
self-esteem, hostility, and negative and positive affectivity (see below for a detailed
description of these instruments). These constructs have all been depicted as important
aspects of anxiety and/or depression. The symptoms and items will be the data which will

be used in subsequent data analyses to determine whether there are unique symptoms
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related only to depression versus unique symptoms related only to anxiety, and whether
current instruments adequately measure those symptoms.

A careful psychometric analysis of these symptoms and items will make it easier to
begin to evaluate the instruments, as well as some of the theories which have been
presented. It is possible that I will be able to differentiate groups of symptoms which are
uniquely associated with either anxiety or depression. In that event, I will be able to
evaluate whether the instruments commonly used to measure those constructs contain only
relevant items, and also contain <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>