690 VII. HEALTH AND EMOTIONS

health: Going beyond the negative. Health Psychol-
ogy, 24, 422-429.

Rozin, P, & Fallon, A. E. (1987). A perspective on dis-
gust. Psychological Review, 94, 23-41.

Rozin, P, Lowery, L., Imada, S., & Haidt, J. (1997). The
CAD rriad hypothesis: A mapping between three
moral emotions (contempt, anger, disgust) and three
moral codes {community, autonomy, divinity). Jour-
nal of Personality and Social Psychology, 76, 574—
586.

Rugulies, R. (2002). Depression as a predictor for coro-
nary heart disease: A review and meta-analysis.
American Journal of Preventive Medicine, 23, 51-61.

Silvia, P. (2001). Interest and interests: The psychology
of constructive capriciousness. Review of General
Psychology, §, 279-290.

Sirois, B. C., & Burg, M. M. (2003). Negative emotion
and coronary heart disease. Behavioral Modification,
27, 83-102.

Slovic, P., Peters, E., Finucane, M. L., & MacGregor, D.
G. (2005). Affect, risk, and decision making. Health
Psychology, 24, §35-540.

Smith, T. W. (1992). Hostility and health: Current status
of a psychosomatic hypothesis. Health Psychology,
11, 139-150.

Smith, T. W, Glazer, K., Ruiz, J. M., & Gallo, L. C.
(2004). Hostility, anger, aggressiveness, and coronary
heart disease: An interpersonal perspective on per-
sonality, emotion, and health. Journal of Personality,
72, 1217-1270.

Stefanek, M., & McDonald, P. G. (2003). Editorial: Bio-
logical mechanisms of psychosocial effects on dis-
ease: Implications for cancer control. Introduction to
the special issue. Brain, Bebavior, and Immunity, 17,
$1-54.

Sukhdial, A., & Boush, D. M. (2004). Eating guilt:
Measurement and relevance to consumer behavior.
Advances in Consumer Research, 31, 575-576.

Swan, G. E., & Carmelli, D. (1996). Curiosity and mor-
tality in aging adults: A 5-year follow-up of the West-
ern Collaborative Group Study. Psychology and
Aging, 11, 449453,

Taylor, V. M., Jackson, J. C., Tu, S.-P,, Yasui, Y.,
Schwartz, S. M., Kuniyuki, A., et al. (2002). Cervical
cancer screening among Chinese Americans. Cancer
Detection and Prevention, 26, 139-145.

Tsai, J. L., Knutson, B., & Fung, H. H. (2006). Cultural
variation in affect valuation. Journal of Personality
and Social Psychology, 90, 288-307.

Tugade, M. M., Fredrickson, B. L., & Barrett, L. R
(2004). Psychological resilience and positive emo-
tional granularity: Examining the benefits of positive
emotions on coping and health. Journal of Personal-
ity, 72, 1161-1190.

Tweed, D. L., Goering, P., Lin, E., & Williams, J. 1.
(1998). Psychiatric morbidity and physician visits;
Lessons from Ontario. Medical Care, 36, 573~585.

Van Diest, 1., De Peuter, S., Eertmans, A., Bogaerts, K.,
Victoir, A., & Van den Bergh, O. (2005). Negative
affectivity and enhanced symptom reports: Differen-
tiating between symptoms in men and women. Socia]
Science and Medicine, 61, 1835-1845.

Van Servellen, G., Chang, B., Garcia, L., & Lombardi,
E. (2002). Individual and system level factors associ-
ated with treatment nonadherence in human immu-
nodeficiency virus-infected men and women. AIDS
Patient Care and Studies, 16, 269-281.

Wang, P. S., Bohn, R. L., Knight, E., Glynn, R. ],
Mogun, H., & Avorn, J. (2002). Noncompliance
with antihypertensive medications: The impact of de-
pressive symptoms and psychosocial factors. Journal
of General Internal Medicine, 17, 504-511.

Watson, D., & Pennebaker, J. W. (1989). Health com-
plaints, stress, and distress: Exploring the central role
of negative affectivity. Psychological Review, 96,
234-254.

Wills, T. A., Sandy, J. M., Shinar, O., & Yaeger, A.
(1999). Contributions of positive and negative affect
to adolescent substance use: Test of a bidirectional
model in a longitudinal study. Psychology of Addic-
tive Bebaviors, 13, 327-338.

Witkiewitz, K., & Marlatt, G. A. (2004). Relapse pre-
vention for alcohol and drug problems: That was
Zen, this is Tao. American Psychologist, 59, 224-
235.

Witte, K. (1998). Fear as motivator, fear as inhibitor:
Using the extended parallel process model to explain
fear appeal successes and failures. In P. A. Andersen
& L. K. Guerrero (Eds.), Handbook of communica-
tion and emotion: Research, theory, application, and
contexts (pp. 423—450). San Diego,-CA: Academic
Press.

Zaurtra, A. J. (2003). Emotions, stress, and bealth. New
York: Oxford University Press.

Zautra, A. J., Davis, M. C., & Smith, B. W, (2004).
Emotions, personality, and health: Introduction to
the special issue. Journal of Personality, 72, 1097~
1104.

CHAPTER 43

Emotion Disturbances
as Iransdiagnostic Processes
in Psychopathology

ANN M. KRING

Emotion disturbances are ubiquitous in psy-
chopathology. Even a cursory glance at the
current version of the American diagnostic
system~—the Diagnostic and Statistical Manual
of Mental Disorders, fourth edition, text revi-
sion (DSM-IV-TR; American Psychiatric Asso-
ciation, 2000)—reveals that nearly all the diag-
nostic categories include symptoms that tap
one type of emotion disturbance or another
(see Table 43.1). These disturbances span both
positive and negative emotions, and they in-
clude excesses of emotion (as in the case of spe-
cific and social phobias, with marked and per-
sistent fear); deficits in emotion (as in the case
of narcissistic personality disordes, with a lack
of empathy); social emotional problems (as in
autistic disorder, with a lack of emotional reci-
procity); and regulation problems (as in bor-
derline personality disorder, with difficulties in
controlling anger). The pervasiveness of emo-
tion disturbances in psychopathology suggests
the potential for commonalities across disor-
ders. Indeed, there may be emotional distur-
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bances that are central to a number of different
disorders; yet the manifestation of these distur-
bances may differ from disorder to disorder,
thus helping to account for the different symp-
tom constellations across disorders. In this
chapter, I consider the utility of adopting a
transdiagnostic approach to understanding
emotion disturbances in psychopathology
across several levels, including descriptive phe-
nomenology, etiology, and treatment.

CONSTRAINING EMOTION
AND AFFECT

Emotions have developed through the course
of human evolutionary history to prepare or-
ganisms to act in response to a number of envi-
ronmental stimuli and challenges. This account
suggests that emotions, under most circum-
stances, serve a number of important intra- and
interpersonal functions (e.g., Frijda, 1986;
Keltner & Kring, 1998; Lang, Bradley, &




i
\
z
i
|

692

VII. HEALTH AND EMOTIONS

TABLE 43.1. Emotion-Based Symptoms in DSM-IV-TR Disorders

Disorders

Symptoms

Schizophrenia and other psychotic disorders

Schizophrenia
Schizoaffective disorder
Schizophreniform disorder

Mood disorders

Major depressive episode
Dysthymia
Manic or hypomanic episode

Anxiety disorders

Panic disorder

Agoraphobia

Specific and social phobias
Obsessive—compulsive disorder
Posttraumatic stress disorder
Acute stress disorder
Generalized anxiety disorder

Somatoform disorders

Hypochondriasis

A
Eating disorders

Anorexia nervosa

Sleep disorders

Sleep terror disorder
Circadian rhythm sleep disorder,
nightmare disorder

Impulse control disorders

Pathological gambling
Trichotillomania

Intermittent explosive disorder
Pyromania, kleptomania

Adjustment disorders

Personality disorders

Paranoid personality disorder
Schizoid personality disorder
Schizotypal personality disorder
Antisocial personality disorder
Borderline personality disorder

Histrionic personality disorder
Narcissistic personality disorder
Avoidant personality disorder
Dependent personality disorder

Substance-related disorders

Alcohol intoxication
Alcohol withdrawal

Amphetamine and cocaine intoxication
Amphetamine and cocaine withdrawal

Affective flattening, anhedonia

Depressed mood, anhedonia
Depressed mood
Elevated, expansive, or irritable mood

Intense fear or discomfort

Anxiety

Marked and persistent fear, anxious anticipation

Marked anxiety or distress

Irritability, anger, distress, anhedonia, restricted range of affect
Anxiety or increased arousal

Excessive anxiety and worry, irritability

Preoccupation with fears of having disease

Fear of gaining weight

Intense fear and signs of autonomic arousal
Clinically significant distress

Irritability, dysphoric mood

Tension; pleasure or relief after hair pulling
Rage, anger

Tension or excited mood

Marked distress

Quickness to react angrily

Emotional coldness, detachment, flattened affect

Inappropriate or constricted affect, excessive social anxiety

Lack of remorse, irritability

Affective instability due to marked reactivity of mood,
inappropriate intense anger, or difficulty controlling anger

Rapidly shifting and shallow expressions of emotion

Lack of empathy

Fear of criticism, disapproval, or rejection

Fear of being unable to care for self, being left alone

Mood lability
Anxiety
Euphoria or affective blunting; anxiety, tension, anger
Dysphoric mood
(continued)
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TABLE 43.1. (continued)

Disorders Symptoms

Substance-related disorders (cont.)
Caffeine intoxication

Cannabis intoxication

Dementias

Dementia due to Pick’s disease

Nervousness, excitement
Euphoria, anxiety

Emotional blunting

Dementia due to Huntington’s disease =~ Depression, irritability, anxiety

Childhood disorders

Autistic disorder, Asperger’s disorder
nonverbal behaviors, such as
facial expression

Separation anxiety disorder

Oppositional defiant disorder

Childhood disintegrative disorder

Lack of emotional reciprocity; marked impairment in

Distress, worry, fearfulness
Quickness to lose temper, get angry, be annoyed by others
Impairment in nonverbal behaviors; lack of social or emotional

reciprocity

Other conditions

Bereavement Guilt

Cuthbert, 1990; Levenson, 1994). AsI have ar-
gued elsewhere, the functions of emotion in
persons with psychopathology are comparable
to those for persons without psychopathology
(Keltner & Kring, 1998; Kring &
Bachorowski, 1999). However, emotion distur-
bances in psychopathology interfere with the
achievement of emotion-related functions. For
example, the absence of facial expressions in a
patient with schizophrenia may evoke negative
responses from others (Krause, Steimer-Krause,
& Hufnagel, 1992), thus negatively affecting
his or her social relationships and interactions
(e.g., Hooley, Richters, Weintraub, & Neale,
1987).

Emotions are typically considered to have
multiple components, including expression, ex-
perience, and physiology. The extent to which
these emotion components correspond with
one another or cohere remains a topic of de-
bate (e.g., Barrett, 2006a; Bradley & Lang,
2000; Mauss, Levenson, McCarter, Wilhelm,
& Gross, 2005). Functionalist accounts of
emotion suggest that coherence among compo-
nents is adaptive (e.g., Levenson, 1994), but
the empirical data supporting coherence are
mixed (Barrett, 2006a). There are a number of
reasons why particular emotion components
may not cohere in any given study—including
sample characteristics, emotion elicitarion
methods, emotion component measurements,

and data-analytic techniques, as well as
whether even under ideal circumstances, emo-
tion coherence is the exception rather than
the norm. Nevertheless, the lack of coherence
across multiple emotions, situations, and con-
texts has been observed in different psychologi-
cal disorders (e.g., schizophrenia, psychopathy)
and has been considered an emotional distur-
bance (e.g., Kring, 2001).

Although the terms “affect” and “emotion”
are used interchangeably in the psychopatholo-
gy literature, there are important conceptual
and empirical distinctions between the terms.
Generally speaking, “affect” is most often used
in reference to feeling states, whereas “emo-
tion” is used in reference to multiple compo-
nents (only one of which is a feeling state).
Barrett and colleagues have distinguished “core
affect” from the more generic term “affect.”
Core affect reflects neurophysiological-Ztates
that are an omnipresent indicator of a person(s
relationship to his or her environment at any
given time (Barrett, 2006a; Barrett, Mesquita,
Ochsner, & Gross, 2007; Russell, 2003; Barrett
& Russell, 1999). Core affect is experienced as
feelings of pleasure or displeasure, and to a
lesser extent arousal or activation (Barrett,
2006a; Barrett et al., 2007). Although core af-
fect is observed across cultures, there are never-
theless important individual and cultural dif-
ferences (Barrett, 2006b; Mesquita &
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Karasawa, 2002) that may be important for
understanding disturbances in core affect in
psychopathology.

THE TRANSDIAGNOSTIC APPROACH

In a recent and influential book, Harvey,
Watkins, Mansell, and Shafran (2004) have
reviewed the literature on cognitive and be-
havioral maintaining processes in psychopath-
ology. Rather than organizing their book by
disorder, they have instead adopted a trans-
diagnostic perspective, reviewing the evidence
for common processes across different disor-
ders. Their analysis points to an accumulating
body of evidence of disruptions in a number of
processes, such as attention, memory, reason-
ing, and avoidance, that are common across
more than one adult disorder and that serve to
maintain or exacerbate the symptoms of these
disorders. Similar conclusions have been
reached regarding common cognitive maintain-
ing procesles across the eating disorders
(Fairburn, Cooper, & Shafran, 2003), and
treatment approaches that target transdiag-
nostic processes across disorders have recently
been developed for depression, anxiety, and
eating disorders (e.g., Barlow, Allen, & Choate,
2004; Fairburn et al., 2003; Norton, Hayes, &
Hope, 2004).

Harvey et al. (2004) have argued that there
are a number of key advantages to adopting a
transdiagnostic perspective in psychopatholo-
gy- First, the transdiagnostic perspective may
help to account for the high rates of comorbidi-
ty among the current DSM disorders. Indeed,
comorbidity is the norm rather than the excep-
tion. In the National Comorbidity Survey
(NCS), Kessler et al. (1994) found that nearly
80% of individuals with a lifetime diagnosis of
one disorder had received at least one other
lifetime diagnosis. In the NCS replication
study, 45% of people who met criteria for one
diagnosis in the prior 12 months met criteria
for at least one more diagnosis (Kessler, Chiu,
Demler, & Walters, 2005). Other studies have
found similarly high rates of comorbidity. For
example, nearly two-thirds of individuals with
depression meet diagnostic criteria for an anxi-
ety disorder (e.g., Mineka, Watson, & Clark,
1998), and as many as 50% of individuals who
meet criteria for an anxiety disorder are de-
pressed (e.g., Brown et al., 2001). The high
level of comorbidity may well reflect problems

in the current diagnostic system (e.g., poor dis-
criminant validity). However, the rampant
comorbidity also suggests that there may be
common symptoms or processes across disor-
ders, including emotional processes.

Second, a transdiagnostic approach may be
useful for developing and evaluating treat-
ments. For example, recent theory and empiri-
cal data point to the notion that currently
available treatments for anxiety and depression
are changing common aspects of these disor-
ders, rather than disorder-specific aspects (e.g.,
Barlow et al., 2004; Hayes, Strosahl, & Wil-
son, 1999; Persons, Roberts, & Zalecki, 2003).
In addition, evidence from treatment outcome
studies suggests that interventions for one dis-
order (e.g., depression) are also effective in
treating other disorders (e.g., generalized anxi-
ety disorder) (e.g., Brown & Barlow, 1992;
Tsao, Mystkowski, Zucker, & Craske, 2002).
A transdiagnostic perspective may illuminate
the common mechanisms or processes across
disorders, which may then be more directly tar-
geted in treatment.

A transdiagnostic approach to emotion dis-
turbances in psychopathology has been sug-
gested, sometimes implicitly, by other theorists,
researchers, and clinicians (e.g., Barlow et al.,
2004; Patrick & Bernat, 2006; Thayer &
Brosschot, 2005). However, the reach of such
an approach has been fairly limited thus far, for
at least two reasons. First, some disorders lend
themselves more clearly to such an approach
than others, given their comorbidities, compa-
rable treatments, and treatment responses. For
example, mood and anxiety disorders—two
broad categories that are collectively referred
to as the “emotional disorders” (e.g., Barlow,
2004; Watson, 2005)—have been discussed in
transdiagnostic terms across many levels.
Other disorders that may well benefit from a
transdiagnostic approach (e.g., personality dis-
orders) have not yet stimulated much
transdiagnostic theory and research. Many of

the examples of the transdiagnostic approach
to emotion disturbances in psychopathology il-
lustrated throughout the chapter will involve
the mood and anxiety disorders.

A second reason why the transdiagnostic ap-
proach to emotion disturbances has been fairly
limited is probably the fact that the prevailing
paradigm in psychopathology research over the
past several decades has been “disorder-
centric.” That is, most investigations are de-
signed to answer questions about the symp-
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toms, causes, and treatments of individual
disorders. In the realm of emotion and psycho-
pathology, studies are typically designed to
study a particular emotion disturbance in a
particular disorder. For example, the literature
is packed with studies of particular emotion
disturbances (e.g., facial emotion perception
deficits) in putatively distinct disorders (e.g.,
depression, borderline personality disorder,
schizophrenia), with little consideration of the
possibility that the emotion disturbance may
cut across these disorders. Such disorder-
centric research is perpetuated by the field’s rel-
atively greater emphasis on internal validity
(e.g., tightly controlled study of one disorder)
over external validity (e.g., naturalistic study of
comorbid disorders), as reflected in editorial
practices at top-flight journals and funding pri-
orities at granting agencies. As such, the entry
point for a majority of psychopathology stud-
ies is typically a single disorder rather than
multiple disorders, with relatively less empha-
sis on mechanisms or processes (such as emo-
tion disturbances) that may cut across tradi-
tional diagnostic boundaries. Unfortunately,
this disorder-centric focus overlooks the fact
that most disorders do not occur in “pure”
form, and thus conclusions regarding specific-
ity of emotion disturbances in X disorder may
not be particularly informative with respect to
understanding X disorder as it more commonly
occurs in combination with Y disorder.

Despite these challenges, the promise of a
transdiagnostic approach to emotion distur-
bances in psychopathology is evident at many
levels. First, a transdiagnostic approach can in-
form the ways in which different disorders are
classified. In other words, examining emotion-
related commonalities at the symptom level
may help to account for the high levels of
comorbidity in the current diagnostic system,
and in turn may provide guidance on refining
diagnostic categories. Second, a transdiag-
nostic approach can be informative with re-
spect to identifying common emotion-related
causal and/or maintaining processes across dis-
orders. Third, a transdiagnostic approach can
be useful for treatment development, with an
emphasis on changing emotion processes. In
the remaining sections of this chapter, I con-
sider the relative merits of adopting a
transdiagnostic approach to emotion distur-
bances in psychopathology across these three
levels: descriptive phenomenology, etiology,
and treatment.

DESCRIPTIVE PSYCHOPATHOLOGY
AND DIAGNOSIS

In an effort to spur the field toward greater
attention to emotion and psychopathology,
Berenbaum, Raghavan, lLe, Vernon, and
Gomez (2003) have proposed a separate taxon-
omy of emotional disturbances as a companion
to the current diagnostic system. Their taxon-
omy parses specific emotion (e.g., shame, guilt,
happiness, fear) disturbances into three broad
areas of disruption: “valence,” “intensity/regu-
lation,” and “disconnections.” Each of the
broad categories is further subdivided to
achieve greater specificity of particular emo-
tion disturbances. Emotional valence distur-
bances can involve pleasant or unpleasant emo-
tions, as well as too much or too little of these
emotions. For example, the limited experience
of pleasure (i.e., anhedonia) that characterizes
depression and schizophrenia, as well as the ex-
cess of fear in panic disorder, would constitute
valence disturbances. Emotional intensity/regu-
lation disturbances are defined as over- or
underregulation of both pleasant and unpleas-
ant emotions. For example, mania, which is
characterized by excesses in both pleasant (joy,
euphoria) and unpleasant (irritability) emo-
tions, would be construed as an emotional in-
tensity/regulation disturbance. Disconnection
disturbances reflect disconnections between the
expressive component of emotion and other
components, as in schizophrenia, where pa-
tients experience strong feelings yet do not ex-
press them outwardly (e.g., Berenbaum &
Oltmanns, 1992; Kring & Neale, 1996; Kring
& Earnst, 1999). Disconnection disturbances
also reflect a lack of conscious awareness of
one’s own emotional responses. Berenbaum et
al. (2003) conclude their paper with nine rec-
ommendations for future research, but these do
not explicitly include the possibility of examin-
ing these disturbances across disorders, In-
stead, the recommendations are geared t6ward
amplifying our understanding of specific disor-
ders; examining emotion disturbances indepen-
dently from diagnosed disorders; modifying
treatments for specific disorders by targeting
emotion disturbances; and examining similari-
ties and differences in the disturbances across
gender, culture, and the lifespan. Although
these are certainly important goals for future
research, the transdiagnostic implications of
this taxonomy are also ripe for further investi-
gation.
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In a commentary on Berenbaum et al.’s arti-
cle, Watson (2003) has argued that including
the taxonomy as a companion to the current
diagnostic system would add unnecessary com-
plexity and serve to further reify already prob-
lematic diagnostic categories. Although he does
not suggest a transdiagnostic approach, Wat-
son has nonetheless argued for “scrapping
these heterogeneous diagnostic categories and
focusing instead on homogeneous symptom
clusters™ (p. 237). In this view, focusing on the
current DSM symptoms, many of which reflect
emotion disturbances, may be a more fruitful
way of classifying psychopathology.

More recently, Watson (2005) has expanded
upon this idea, arguing that the current config-
uration of mood disorders and anxiety disor-
ders ought to be replaced with a different
configuration. Specifically, he proposes a quan-
titative hierarchical model to account for the
high levels of comorbidity between mood and
anxiety disorders, drawing upon structural
analyses of the diagnostic symptoms at both
the phenotypic and genotypic levels. His model
includes an overarching domain referred to as
“emotional disorders.” This would consist of
three subdomains, including what Watson calls
“distress disorders” (generalized anxiety disor-
der, posttraumatic stress disorder, major de-
pressive disorder, dysthymia), “bipolar disor-
ders” (bipolar I and II disorders, cyclothymia),
and “fear disorders” (specific and social pho-
bias, panic disorder, agoraphobia). Watson’s
proposal is more than a simple reshuffling of
diagnostic categories, and this approach is cer-
tainly a more rational and empirically sup-
ported approach to situating the mood and
anxiety disorders in the diagnostic system than
is the current, purely phenomenological ap-
proach. The model also points to the promise
of a transdiagnostic approach to the descriptive
phenomenology of mental disorders.

Indeed, part of the impetus for Watson’s
(2005) proposed model has come from the in-
fluential theory and research on common and
distinct emotion disturbances in the mood and
anxiety disorders. Clark and Watson (1991)
originally proposed the tripartite model to ac-
count for the relationship between anxiety and
depression (see also Watson, Clark, et al.,
1995; Watson, Weber, et al., 1995; Watson,
Weise, Vaidya, & Tellegen, 1999). In this
model, a general distress factor characterized
by high levels of negative activation (NA) is
common to both anxiety and depression; a sec-

ond factor, characterized by low levels of posi-
tive activation (PA) or pleasurable engagement
with the environment, is specific to depression;
and a third factor, variously referred to as
“anxious arousal” (AA) or “somatic arousal,”
is specific to anxiety. A revision to the model
was later proposed, to account better for the
heterogeneity among the anxiety disorders
{Mineka et al, 1998). The revised model,
termed the integrative hierarchical model, fol-
lowed from additional data suggesting that
high levels of AA are more characteristic of
panic disorder in particular than of the anxiety
disorders in general (Brown, Chorpita, &
Barlow, 1998; Zinbarg & Barlow, 1996).

Watson (2005) has argued that data gener-
ated from the integrative hierarchical model
thus far are not sufficient to account fully for
the comorbidity among the mood and anxiety
disorders. Thus he has proposed the new quan-
titative model to account better for the exten-
sive comorbidities, while at the same time re-
taining the current diagnostic categories (i.e., a
disorder-centric approach). An alternative to
Watson’s model is the dissection of mood and
anxiety disorders into categories based on
emotion-related difficulties. Thus, instead of
separate categories for the different mood and
anxiety disorders, there might be an overarch-
ing category of general distress disorders with
subdomains of low-PA disorders and high-AA
disorders. Brown et al. {1998) proposed such a
structural model, showing that many of the
anxiety disorders and depression were better
accounted for by the emotion-based factors of
NA, PA, and AA, though they did not explicitly
call for the scrapping of the specific mood and
anxiety disorder categories. More recently,
Barlow and colleagues have pushed this idea
further, noting that “DSM-IV emotional disor-
der categories do not qualify in any sense as
real entities . . . but do seem to be useful con-
cepts or constructs that emerge as “blips” on a
general background of NAS [negative affect
syndrome]” (Barlow et al., 2004, p. 212), and
suggesting that future revisions of the DSM
may do well to eliminate many of the current
categories of disorders (Moses & Barlow,
2006). This is a fairly radical proposal, but per-
haps one whose time has (nearly) come.

It is true that the field’s disorder-centric ap-
proach, which has been central at least since
the development of DSM-III (Wilson, 1993),
has proven to be advantageous in the diagno-
sis, assessment, and treatment of various disor-
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ders. Furthermore, reconfiguring the current
diagnostic categories based only on emotion-
related disturbances might leave out much clin-
ically relevant information. However, a
transdiagnostic approach would not necessar-
ily have to supplant the current diagnostic cate-
gories for it to inform our understanding of the
symptoms of various disorders. Indeed, mental
disorders do not just consist of emotion-related
symptoms. Different symptoms reflect other
processes, including cognitive (e.g., inattention,
thought disorder), behavioral (e.g., avoidance),
and interpersonal (e.g., no close friends or con-
fidants) processes. However, understanding the
emotion-related symptoms that cut across dis-
orders may help to refine the current diagnostic
categories “without necessarily reconfiguring
them, as Watson (2005) has suggested. For ex-
ample, knowing that individuals with depres-
sion and panic disorder share the heightened
experience of NA, even though panic is also
characterized by AA and depression is charac-
terized by low PA, provides key information
about similarities and differences between
these two disorders that is not readily acknowl-
edged in the current diagnostic system.

CAUSAL AND
MAINTAINING PROCESSES

There have been several recent reviews of emo-
tion disturbances in psychopathology (e.g.,
Kring & Werner, 2004; Rottenberg & Johnson,
2007). Instead of duplicating these efforts, I fo-
cus here on candidate transdiagnostic emotion
disturbances that may reflect causal or main-
taining processes. There are many points along
the temporal course of disorders at which a
transdiagnostic perspective may be informative
(Barnett & Gotlib, 1988; Harvey et al., 2004).
Specifically, transdiagnostic emotion distur-
bances may be antecedents (i.e., predisposing
or vulnerability factors), concomitants, or con-
sequences (i.e., perpetuating or maintaining
factors). For an emotion disturbance to be con-
sidered an antecedent transdiagnostic process,
it must be shown to precede the onset of a dis-
order. Disturbances that are observed during
active episodes of disorders may be more accu-
rately construed as concomitant transdiag-
nostic processes, and disturbances that persist
after active episodes have abated might be con-
sidered consequences or maintaining processes.
Much of the evidence to date regarding specific

emotion disturbances in particular disorders is
most readily interpreted as evidence for main-
taining processes. There has been less theoreti-
cal, conceptual, and empirical work on pos-
sible transdiagnostic causal or maintaining
emotion processes than in the domains of phe-
nomenology and treatment. Indeed, the
disorder-centric focus of research has been par-
ticularly dominant in studies of possible etio-
logical emotion disturbances, making integra-
tion across disorders more of a challenge.
Although space constraints preclude me from
considering all possible transdiagnostic emo-
tion disturbances, I briefly consider four prom-
ising candidates here: core affect, emotion
awareness, emotion regulation, and emotion
disconnections.

Core Affect

As discussed earlier, Barrett and colleagues de-
fine “core affect” as neurophysiological states
that are experienced as pleasant or unpleasant
and ate ever-present indicators of a person’s re-
lationship to his or her environment (Barrett,
2006a; Barrett et al.,, 2007; Russell, 2003;
Barrett & Russell, 1999). Findings from several
studies that have measured reports of feeling
states have indicated that the experience of ex-
cessive unpleasant affect (although it is not nec-
essarily conceived of as “core affect”) is com-
mon across many different disorders, including
depression (for a review, see Mineka et al.,
1998), the anxiety disorders (Mineka et al.,
1998), eating disorders (e.g., Stice, 2001),
schizophrenia (for a review, see Kring, 2001),
substance-related disorders (e.g., Kassel,
Stroud, & Paronis, 2003), and a number of
personality disorders (e.g., Berenbaum et al.,
2006; Huperich, 2005; Putnam & Silk, 2005).
Integrating findings across behavioral and
brain imaging studies, Barrett et al. (2007)
have suggested that disturbances in core affect
may reflect an important emotion-rélated
transdiagnostic process in psychopathology. In-
deed, the conceptual, theoretical, and empirical
advances regarding core affect among healthy
individuals are ripe for translation into the
realm of psychopathology.

Emotion Awareness

Barrett and Gross (2001) have argued that
knowledge and awareness of one’s emotions
are necessary prerequisites to effective emotion




698 VII. HEALTH AND EMOTIONS

regulation. However, simply having knowledge
about emotion is not sufficient; rather, greater
accessibility of that emotion knowledge is be-
lieved to promote effective emotion regulation.
Individuals who describe their feelings in a
more differentiated manner {e.g., “sad,” “con-
fused,” “elated”) rather than more globally
(e.g., “good,” “bad”) have greater accessibility
to and awareness of emotion knowledge and
use this knowledge when the regulation of
emotion may be necessary (Barrett, Gross,
Christensen, & Benvenuto, 2001).

What is the evidence for emotion awareness
difficulties in psychopathology? Although be-
ing aware of how one feels is at the heart of
most types of psychotherapy, surprisingly little
research has explicitly examined emotion
awareness in psychopathology and how it may
wax or wane with the exacerbation and remis-
sion of symptoms. There is some evidence sug-
gesting that patients with schizophrenia do not
differ from individuals without schizophrenia
in terms of their emotion knowledge. However,
patients with schizophrenia differentiate less
among emotional states, and thus may be less
effective at emotion regulation (Kring, Barrett,
& Gard, 2003). Clinical conceptualizations of
borderline personality disorder include the no-
tion that patients have difficulty distinguishing
among different emotional states (e.g., Westen,
1991), but the empirical confirmation of this
notion is needed. A recent investigation of
schizotypal personality disorder symptoms
found that such symptoms were associated
with poor emotion clarity, but more attention
to emotions (Berenbaum et al., 2006).

Related to emotion awareness, the construct
of “alexithymia” refers to difficulties in verbal-
izing feelings. The most widely used measure of
this construct, the Toronto Alexithymia Scale
(Bagby, Parker, & Taylor, 1994), includes two
subscales that appear important to emotion
awareness: difficulty in identifying feelings and
difficulty in describing feelings. This measure
has been widely used in correlational studies of
psychiatric symptoms (e.g., Grabe, Spitzer, &
Freyberger, 2004; Parker, Bagby, & Taylor,
1991), anxiety disorders (e.g., Frewin, Pain,
Dozois, & Lanius, 2006; Parker, Taylor, Bagby,
& Acklin, 1993; Turk, Heimberg, Luterek,
Mennin, & Fresco, 2005), eating disorders
(e.g., Cochrane et al., 1993), personality dis-
orders (e.g., Berenbaum, 1996), substance-
related disorders (e.g., Speranza et al., 2004),
and insomnia (e.g., Lundh & Broman, 2006).

However, the linkages berween this construct
and the various disorders are not always repli-
cated across studies. Additional work is thus
needed to clarify alexithymia as a trans-
diagnostic process, beyond correlations be-
tween the one measure and symptoms within
disorders.

Emotion Regulation

Emotion regulation problems have been at the
forefront of discussions about emotion distur-
bances in psychopathology for at least the last
10 years (e.g., Barlow et al., 2004; Gross &
Mufioz, 1995; Kring & Werner, 2004; Linehan,
1993). Broadly, emotion regulation refers to
processes that serve to modify what we feel,
when we feel it, and how we use that feeling to
guide behavior (e.g., Gross, 1998). Many cur-
rent diagnostic criteria explicitly refer to emo-
tion regulation difficulties. For example, the
criteria “difficulty controlling anger” in bor-
derline personality disorder; “efforts to avoid
feelings” in posttraumatic stress disorder
(PTSD); “difficulty controlling worry” in gen-
eralized anxiety disorder; and “rapidly shifting
expressions of emotion” in histrionic personal-
ity disorder all point to difficulties in regulating
emotions. »

Despite the perceived importance of emotion
regulation deficits in psychopathology, it is dif-
ficult to integrate the literatures across disor-
ders, because of the myriad approaches to con-
straining the concept of emotion regulation
across studies. For example, some researchers
do not distinguish emotional responding from
regulation, following from theory that suggests
the processes are indistinguishable (e.g., Cam-
pos, Frankel, & Camras, 2004; Davidson,
2000). Other studies examine emotion regula-
tion within the individual, whereas still other
studies examine emotion regulation from the
outside (e.g., having others provide soothing
to down-regulate negative emotion). Disentan-
gling emotion from emotion regulation re-
mains a critical challenge for the field
(Rottenberg & Gross, 2003). Greater concep-
tual clarity will advance our understanding of
how emotion regulation difficulties may be
linked across different disorders.

A close cousin to emotion regulation is the
time course, or chronometry, of emotional re-
sponses (e.g., Davidson, 1998). Emotional re-
sponses are not wholly temporally constrained
by the presence of an eliciting stimulus, but in-

e ]
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stead vary in their peak and duration in ways
that may hold important information about the
nature of emotion disturbances in psychopath-
ology. Two elements of the time course of an
emotional response that have been studied in
healthy populations are (1) the time from the
onset to the peak intensity of the response, and
(2) the recovery time, or the time it takes for
the emotional response to resolve. This latter
process, recovery time, is a probable trans-
diagnostic emotion disturbance that remains a
topic for future research. For example, the pro-
longed experience of NA associated with de-
pression, generalized anxiety disorder, and eat-
ing disorders, or the prolonged experience of
PA associated with bipolar disorder, may re-
flect a difficulty in the recovery time of emo-
tional responding (e.g., Tomarken & Keener,
1998).

Emotion Disconnections

A good deal of evidence indicates that patients
with schizophrenia report experiencing strong
emotions in response to a variety of emotion-
ally evocative stimuli (films, pictures, social in-
teractions); yet they do not often display these
feelings outwardly (for reviews, see Kring,
2001; Kring & Werner, 2004). In other words,
these patients’ outward displays of emotion are
not often accurate reflections of their experi-
enced emotion, indicating a disconnection be-
tween emotion response components. There is
some evidence to suggest that this disconnec-
tion may be present prior to the onset of the ill-
ness. Walker, Grimes, Davis, and Smith (1993)
analyzed home movies of adults with schizo-
phrenia that were made before the adults devel-
oped schizophrenia. They found that girls dis-
played fewer joy expressions, and that both
boys and girls displayed more negative facial
expressions, compared to their healthy siblings.

Studies using the emotion-modulated startle
paradigm (Lang et al., 1990) have observed a
different disconnection among individuals with
psychopathy. Compared to healthy controls,
these individuals showed comparable startle in-
hibition during exposure to pleasant stimuli,
but they did not show startle potentiation dur-
ing exposure to aversive stimuli (e.g., Patrick,
1994; Patrick, Bradley, & Lang, 1993). How-
ever, the individuals with psychopathy did not
differ from controls in their reported emotional
experience to the aversive stimuli. Additional
evidence for this disconnection has been found

in imagery studies (Patrick, Cuthbert, & Lang,
1994) and incidental memory paradigms
(Christianson et al., 1996).

In both of the examples above, patients’ re-
ports of emotional experience were indistin-
guishable from healthy controls, but their
behavioral or psychophysiological responses
differed. It may well be that such emotion dis-
turbances are better construed as reflecting a
relatively intact core affect system with corre-
sponding behavioral system disturbances.

TREATMENT DEVELOPMENT
AND EVALUATION

Although medication is a common form of
treatment for many different disorders, very
few investigations have explicitly adopted a
transdiagnostic approach to evaluating phar-
macological treatment. Nevertheless, the evi-
dence that particular medications may be effec-
tive for multiple disorders is hiding in plain
sight. For example, studies have found that an-
tidepressant medications are effective at reduc-
ing the symptoms of several other disorders, in-
cluding specific and social phobias (e.g., Stein
et al., 1998; Van Ameringen et al., 2001), panic
disorder (White & Barlow, 2002), generalized
anxiety disorder (Lydiard & Monnier, 2004),
obsessive—compulsive disorder (Steketee &
Barlow, 2002), posttraumatic stress disorder
(Brady et al., 2000), some of the personality
disorders (e.g., Rinne, van den Brink, Wouters,
& van Dyck, 2002), and eating disorders (e.g.,
Walsh et al., 2000). Following from such evi-
dence, medications that were originally ap-
proved by the U.S. Food and Drug Administra-
tion (FDA) for the treatment of depression
have since received approval (or an “indica-
tion,” in FDA terminology) for the treatment
of other disorders. For example, paroxetine
(Paxil) was later approved for the treatm@nt of
obsessive—compulsive disorder, panic disorder,
generalized anxiety disorder, and social anxi-
ety; fluoxetine (Prozac) was later approved for
the treatment of obsessive—compulsive disorder
and bulimia nervosa; sertraline (Zoloft) was
later approved for the treatment of obsessive~
compulsive disorder, panic disorder, social anx-
iety, and PTSD.

Although it may be the case that antidepres-
sant medications are rather blunt instruments
for targeting the general distress that is com-
mon across disorders, little research has di-
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rectly examined the emotion-related mecha-
nisms by which the medications might exert
their transdiagnostic effects. However, we
know that the selective serotonin reuptake in-
hibitors work on the neurotransmitter seroto-
nin (as well as others, including dopamine; e.g.,
Svenningsson et al., 2002), functionally leaving
more serotonin in the synapse, and that disrup-
tions in serotonin have been implicated in de-
pression (e.g., Thase, Jindal, & Howland,
2002), anxiety disorders (e.g., Stein, 1998),
and eating disorders (e.g., Carrasco, Dyaz-
Marsa, Hollander, Cesar, & Saiz-Ruiz, 2000;
Kaye et al., 1998). We also know a good deal
about how serotonin works throughout the
brain, and perhaps not surprisingly, this neuro-
transmitter is heavily concentrated in areas of
the brain linked with emotion (e.g., Barrett et
al., 2007; Wrase et al., 2006). Finally, research
has indicated that serotonin levels are associ-
ated with PA among healthy individuals (e.g.,
Duffy et al.,.2006; Zald & Depue, 2001). The
building blocks are thus available for con-
structing a transdiagnostic approach to medi-
cation treatment that explicitly links pharma-
cology, neuroscience, and emotion. Much of
this integrative work remains to be done, but it
is certainly a fruitful avenue for future re-
search.

Historically, different forms of psychothera-
py were conceived of as treatments that could
be applied across disorders or clinical problems
(e.g., psychoanalysis). Furthermore, despite the
distinctly different theoretical traditions under-
pinning various types of psychotherapy (e.g.,
psychodynamic, interpersonal, gestalt, client-
centered, behavioral), each of these traditions
has included some consideration of emotion
(for reviews, see Greenberg, 2002b; Greenberg
& Safran, 1987). One form of psychotherapy
that is relevant to the focus of this chapter is
emotion-focused therapy (EFT), which was de-
veloped by Leslie Greenberg (e.g., Greenberg,
2002a). Boiled down to its essence, EFT is
based on the idea that some emotions are adap-
tive, whereas others are maladaptive. Mal-
adaptive emotions are based on an underlying
loneliness, abandonment, worthlessness, anger,
or inadequacy, and they can interfere with a
person’s relationships and overall functioning.
The primary therapeutic goal is for a client to
become more aware of these maladaptive emo-
tions, to understand the source of these feel-
ings, and to learn emotion regulation skills. Ac-
cording to Greenberg (2002a), EFT is better

suited to particular types of clinical conditions
(including depression and generalized anxiety
disorder) and less well suited to others (such as
panic disorder). Unfortunately, data regarding
the efficacy of this treatment are limited. No
randomized controlled clinical trials have been
conducted, although smaller studies examining
the process of change within EFT indicate that
the treatment is effective for some clinical
problems (Greenberg, 2002a). The theoretical
foundations of this treatment continue to be
enhanced by research in emotion, emotion and
psychopathology, and affective neuroscience
(e.g., Greenberg, 2002b, 2004, and Chapter 6
of this volume); a worthwhile endeavor for fu-
ture research would be to examine whether this
treatment is effective in targeting transdiag-
nostic emotion-related disturbances.

The shift to more disorder-specific psycho-
therapeutic approaches perhaps began in the
late 1950s, with the pioneering work of Joseph
Wolpe (1958), who developed systematic de-
sensitization for the treatment of specific pho-
bias. Additional disorder-specific psychothera-
pies were developed in the 1960s, as cognitive-
behavioral therapies became more prominent.
A number of other influences in the field
since the 1970s have converged to solidify a
disorder-specific approach to treatment devel-
opment. These have included the greater de-
mand to show that psychotherapy is effective;
the development of the DSM-III, which was
heavily influenced by the medical model
(Wilson, 1993); the sophistication of research
methods to evaluate treatment outcomes
(e.g., Barlow, 2004; Westen, Novotny, &
Thompson-Brenner, 2004); the emphasis on
evidence-based practice (e.g., Barlow, 1996;
Chambless & Hollon, 1998; Kendall, 1998);
the efforts to position psychology as a health
care profession and thus in the larger health
care context (e.g., Johnson, 2001); and the ob-
servation that psychological treatments tai-
lored to specific disorders are as effective as, or
more effective than, other types of interven-
tions. Indeed, as Barlow (2004) has noted,
“few would argue that diversity in procedures
to address specific aspects of pathology is not
necessary” (p. 873).

The disorder-specific approach to treatment
development, particularly in the context of em-
pirically supported treatments (Chambless &
Hollon, 1998), has spawned a large number of
individual treatment protocols and manuals.
This proliferation of different treatment proto-
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cols has undoubtedly benefited countless indi-
viduals who have received these treatments, as
they have been shown to be effective (Nathan
& Gorman, 2002). However, the sheer magni-
tude of treatment protocols has become a bit
overwhelming to treatment professionals, with
respect to both learning the varied protocols
and disseminating them to a broader range of
treatment providers (Barlow et al., 2004; Per-
sons, 2005). Furthermore, the reality in clinical
practice is that providers often select bits and
pieces from a number of different protocols, in
order to provide the best possible treatment for
a given individual patient (Persons, 2003).
Partly in reaction to this overwhelming number
of treatment protocols, there has recently been
a call for fore unified treatments across disor-
ders. This conversation has been situated pri-
marily within the mood and anxiety disorders,
and it has been informed by research on
emotion-related disturbances that are common
across these disorders.

Following from research on the structural
configuration of descriptive phenomenology
and shared etiologies across mood and anxiety
disorders, Barlow and colleagues have pro-
posed a unified treatment for these disorders
{(Barlow et al., 2004; Moses & Barlow, 2006).
The focus of this intervention is on putative
emotion-related mechanisms that may be driv-
ing the emotion disturbances that cut across
mood and anxiety disorders. The treatment has
three main components: (1) altering cognitive
reappraisals, a key component in emotion reg-
ulation processes; (2) preventing emotional
avoidance; and (3) changing emotion action
tendencies, or replacing emotion behaviors as-
sociated with fear and anxiety with behaviors
related to positive emotions. These key compo-
nents of the intervention have their origin in
basic science in emotion, in both healthy and
disordered individuals. Time will tell whether
the intervention is as effective as other avail-
able treatments. Because the intervention is de-
signed to target emotion-related mechanisms
that cut across disorders, it is transdiagnostic at
heart, and it seems likely that it will pay off. In-
deed, there has been a call for more treatments
to target mechanisms rather than disorders per
se. For example, Rosen and Davison (2003)
have argued that we should be defining empiri-
cally supported principles of change rather
than empirically supported treatments.

Other recent treatments have been designed
to target emotional disturbances, such as

Mennin and colleagues’ emotion regulation
treatment for generalized anxiety disorder
(e.g., Mennin, 2004). Though this intervention
was designed around the emotion regulation
problems associated with generalized anxiety
disorder, it seems probable that it would be
useful for a number of disorders with similar
difficulties in emotion regulation, such as an in-
ability to down-regulate intense negative emo-
tions and a lack of awareness of negative emo-
tions.

SUMMARY AND CONCLUSIONS

Advances in affective neuroscience and basic
behavioral research in emotion have greatly
contributed to our understanding of emotion
disturbances in psychopathology. Indeed,
methods, theories, and measures developed in
these domains have allowed us to achieve
greater clarity regarding the reach of emotion
disturbances across many different disorders.
With this clarity has come the realization that
many of the observed emotion disturbances
may be common across disorders. Progress in
understanding the reach of transdiagnostic
emotion disturbances has begun to be achieved
at the levels of descriptive phenomenology and
treatment. Although transdiagnostic treatment
approaches targeting emotion disturbances are
grounded in theory regarding emotion-based
mechanisms, more work is needed to unpack
the nature of transdiagnostic etiological pro-
cesses that are emotion-based.

REFERENCES

American Psychiatric Association. (2000). Diagnostic
and statistical manual of mental disorders (4th ed.,
text rev.). Washington, DC: Author.

Bagby, M. R., Parker, ]. D. A., & Taylor, G. J. (1994).
The twenty-item Toronto Alexithymia Scale: I Item
selection and cross validation of the factof struc-
ture. Journal of Psychosomatic Research, 38, 23~
32.

Barlow, D. H. (1996). The effectiveness of psychothera-
py: Science and policy. Clinical Psychology: Science
and Practice, 1, 109-122.

Barlow, D. H. (2004). Psychological treatments. Ameri-
can Psychologist, 59, 869-878.

Barlow, D. H., Allen, L. B., & Choate, M. L. (2004). To-
ward a unified treatment for emotional disorders.
Behavior Therapy, 35, 205-230.

Barnett, P. A., & Gotlib, I. H. (1988). Psychosocial func-
tioning and depression: Distinguishing among ante-




702 VII. HEALTH AND EMOTIONS

cedents, concomitants, and consequences. Psycho-
logical Bulletin, 104, 97-126.

Barrett, L. F (2006a). Solving the emotion paradox:
Categorization and the experience of emotion. Per-
sonality and Social Psychology Review, 10, 20-46.

Barrett, L. E. (2006b). Valence is a basic building block
of emotional life. Journal of Research in Personality,
40, 35-55.

Barrett, L. F, & Gross, J. J. (2001). Emotional intelli-
gence: A process model of emotion representation
and regulation. In T. J. Mayne & G. A. Bonanno
(Eds.), Emotions: Current issues and future direc-
tions (pp. 286-310). New York: Guilford Press.

Barrett, L. F, Gross, J. J., Christensen, T. C,, &
Benvenuto, M. (2001). Knowing what you’re feeling
and knowing what to do about it: Mapping the rela-
tion between emotion differentiation and emotion
regulation. Cognition and Emotion, 15, 713-724.

Barrett, L. F, Mesquita, B., Ochsner, K., & Gross, J. J.
(2007). The experience of emotion. Annual Review
of Psychology, 58, 373-403.

Barrett, L. F, & Russell, J. A. (1999). The structure of
current affect: Controversies and emerging consen-
sus. Current Directions in Psychological Science, 8,
10-14.

Berenbaum, H.}1996). Childhood abuse, alexithymia,
and personality disorder. Journal of Psychosomatic
Research, 41, 585-595.

Berenbaum, H., Boden, M. T., Baker, J. P., Dizen, M.,
Thompson, R. J., & Abramowitz, A. {2006). Emo-
tional correlates of the different dimensions of
schizotypal personality disorder. Journal of Abnor-
mal Psychology, 115, 359-368.

Berenbaum, H., & Oltmanns, T. E (1992). Emotional
experience and expression in schizophrenia and de-
pression. Journal of Abnormal Psychology, 101, 37~
44,

Berenbaum, H., Raghavan, G., Le, H.-N., Vernon, L. L.,
& Gomez, J. J. (2003). A taxonomy of emotional dis-
turbances. Clinical Psychology: Science and Practice,
10, 206-226. :

Bradley, M. M., & Lang, P. J. (2000). Measuring emo-
tion: Behavior, feeling, and physiology. In R. D. Lane
& 1. Nadel (Eds.), Cognitive neuroscience of emo-
tion (pp. 242-276). New York: Oxford University
Press.

Brady, K., Pearlstein, T., Asnis, G. M., Baker, D,
Rothbaum, B., Sikes, R., & Farfel, G. U. {2000). Effi-
cacy and safety of sertraline treatment of posttrau-
matic stress disorder. Journal of the American Medi-
cal Association, 283, 1837-1844.

Brown, T. A., & Barlow, D. H. (1992). Comorbidity
among anxiety disorders: Implications for treatment
and DSM-IV. Journal of Consulting and Clinical Psy-
chology, 60, 835-44.

Brown, T. A., Campbell, L. A, Lehman, C. L., et al.
(2001). Current and lifetime comorbidity of the
DSM-IV anxiety and mood disorders in a large clini-
cal sample. Journal of Abnormal Psychology, 110,
585-599.

Brown, T. A., Chorpita, B., & Barlow, D. H. (1998}.
Structural relationships among dimensions of the
DSM-IV anxiety and mood disorders and dimensions
of negative affect, positive affect, and autonomic
arousal. Journal of Abnormal Psychology, 107,179~
192.

Campos, J. J., Frankel, C. B., & Camras, L. (2004). On
the nature of emotion regulation. Child Develop-
ment, 75, 377-394.

Carrasco, J. L., Dyaz-Marsa, M., Hollander, E., Cesar,
1., & Saiz-Ruiz, J. {2000). Decreased monoamine
oxidase activity in female bulimia. European
Neuropsychopharmacology, 10, 113-117.

Chambless, D., & Hollon, S. {1998). Defining empiri-
cally supported therapies. Journal of Consulting and
Clinical Psychology, 66, 7-18.

Christianson, S. A., Forth, A. E., Hare, R. D., Strachan,
C., Lidberg, L., & Thorell, L. H. (1996). Remem-
bering details of emotional events: A comparison be-
tween psychopathic and nonpsychopathic offenders.
Personality and Individual Differences, 20, 437-443.

Clark, L. A., & Watson, D. (1991). Tripartite model of
anxiety and depression: Psychometric evidence and
psychometric implications. Journal of Abnormal Psy-
chology, 100, 316-336.

Cochrane, C. E., Brewerton, T. D., Wilson, D. B., &
Hodges, E. L. (1993). Alexithymia in the eating dis-
orders. International Journal of Eating Disorders,
14, 219-228.

Davidson, R. J. (1998). Affective style and affective dis-
orders: Perspectives from affective neuroscience.
Cognition and Emotion, 12, 307-330.

Davidson, R. J. (2000). The functional neuroanatomy
of affective style. In R. D. Lane & L. Nadel (Eds.),
Cognitive neuroscience of emotion (pp. 371-388).
New York: Oxford University Press.

Duffy, M. E., Stewart-Knox, B. J., McConville, C,,
Bradbury, 1, O’Connor, ]J., Helander, A., et al.
(2006). The relationship between whole blood sero-
tonin and subjective mood in apparently healthy
postmenopausal women. Biological Psychiatry, 73,
165-168.

Fairburn, C. G., Cooper, Z., & Shafran, R. (2003). Cog-
nitive behavioural treatment for eating disorders: A
transdiagnostic theory and treatment. Behaviour Re-
search and Therapy, 41, 509-528.

Frewin, P. A., Pain, C., Dozois, D. J. A., & Lanius, R. A.
(2006). Alexithymia in PTSD: fMRI and psychomet-
ric studies. Annals of the New York Academy of Sci-
ences, 1071, 397-400.

Frijda, N. (1986). The emotions. Cambridge, UK: Cam-
bridge University Press.

Grabe, H. J., Spitzer, C., & Freyberger, H. J. (2004).
Alexithymia and personality in relation to dimen-
sions of psychopathology. American Journal of Psy-
chiatry, 161, 1299-1301.

Greenberg, L. S. (2002a). Emotion-focused therapy:
Coaching clients to work through their feelings.
Washington, DC: American Psychological Associa-
tion.

43. Emotion Disturbances as Transdiagnostic Processes 703

Greenberg, L. S. (2002b). Integrating and emotion-
focused approach to treatment into psychotherapy
integration. Journal of Psychotherapy Integration,
12, 154-189.

Greenberg, L. S. (2004). Emotion-focused therapy. Clin-
ical Psychology and Psychotherapy, 11, 3-16.

Greenberg, L. S., & Safran, ]. D. (1987). Emotion in
psychotherapy. New York: Guilford Press.

Gross, J. J. (1998). The emerging field of emotion regu-
lation: An integrative review. Review of General Psy-
chology, 2, 271-299.

Gross, J. J., & Muifioz, R. F. (1995). Emotion regulation
and mental health. Clinical Psychology: Science and
Practice, 2, 151-164.

Harvey, A., Watkins, E., Mansell, W., & Shafran, R.
(2004). Cognitive behavioural processes across psy-
chological disorders: A transdiagnostic approach to
research and treatment. New York: Oxford Univer-
sity Press.’

Hayes, S. C., Strosahl, K. D., & Wilson, K. G. (1999).
Acceptance and commitment therapy: An experien-
tial approach to bebavior change.  New York:
Guilford Press.

Hooley, J. M., Richters, J. E., Weintraub, S., & Neale, J.
M. (1987). Psychopathology and marital distress:
The positive side of positive symptoms. Journal of
Abnormal Psychology, 96, 27-33.

Huperich, S. K. (2005). Differentiating avoidant and de-
pressive personality disorders. Journal of Personality
Disorders, 19, 659-673.

Johnson, N. G. (2001, April). President’s column: Psy-
chology’s mission includes health: An opportunity.
Mounitor on Psychology, 32(4). Retrieved from
www.apa.orgimonitorlaprO1/pc.btml

Linehan, M. M. (1993). Cognitive-bebavioral treatinent
of borderline personality disorder. New York:
Guilford Press.

Kassel, J. D., Stroud, L. R., & Paronis, C. A. (2003).
Smoking, stress, and negative affect: Correlation,
causation, and context across stages of smoking. Psy-
chological Bulletin, 129, 270304,

Kaye, W. H., Greeno, C. G., Moss, H., Fernstrom, J.,
Lilenfeld, L. R., Wahlund, B., et al. (1998). Alter-
ations in serotonin activity and platelet monoamine
oxidase and psychiatric symptoms after recovery
from bulimia nervosa. Archives of General Psychia-
try, 55, 927-935.

Keltner, D., & Kring, A. M. (1998). Emotion, social
function, and psychopathology. Review of General
Psychology, 2, 320-342.

Kendall, P. C. (1998). Empirically supported psycholog-
ical therapies. Journal of Consulting and Clinical
Psychology, 66, 3-6.

Kessler, R. C., Chiu, W. T., Demler, O., & Walters, E.
(2005). Prevalence, severity, and comorbidity of 12
month DSM-IV disorders in the National Comorbid-
ity Survey replication. Archives of General Psychia-
try, 62, 617-627.

Kessler, R. C., McGonagle, K. A., Zhao, S., Nelson, C.
B., Hughes, M., Eshleman, S., et al. (1994). Lifetime

and 12-month prevalence of DSM-III-R psychiatric
disorders in the United States: Results from the Na-
tional Comorbidity Survey. Archives of General Psy-
chiatry, 51, 8-19.

Krause, R., Steimer-Krause, E., & Hufnagel, H. (1992).
Expression and experience of affects in paranoid
schizophrenia. Revie Européenne de Psychologie
Appliquée, 42, 131-138.

Kring, A. M. (2001). Emotion and psychopathology. In
T. J. Mayne & G. Bonanno (Eds.), Emotion: Current
issues and future directions (pp. 337-360). New
York: Guilford Press.

Kring, A. M., & Bachorowski, J.-.A. (1999). Emotion
and psychopathology. Cognition and Emotion, 13,
575-599.

Kring, A. M., Barrett, L. E, & Gard, D. E. (2003). On
the broad applicability of the circumplex: Represen-
tations of affective knowledge in schizophrenia. Psy-
chological Science, 14, 207-214.

Kring, A. M., & Earnst, K. S. (1999). Stability of emo-
tional responding in schizophrenia. Behavior Ther-
apy, 30, 373-388.

Kring, A. M., & Neale, ]J. M. (1996). Do schizophrenic
patients show a disjunctive relationship among ex-
pressive, experiential, and psychophysiological con-
ponents of emotion? Journal of Abnormal Psychol-
ogy, 105, 249-257.

Kring, A. M., & Werner, K. H. (2004). Emotion regula-
tion in psychopathology. In P. Philippot & R. S.
Feldman (Eds.), The regulation of emotion (pp. 359~
385). Mahwah, NJ: Erlbaum.

Lang, P. J., Bradley, M. M., & Cuthbert, B. N. (1990).
Emotion, attention, and the startle reflex. Psycholog-
ical Review, 97, 377-395.

Levenson, R. W. (1994). Human emotion: A functional
view. In P. Ekman & R. J. Davidson (Eds.), The na-
ture of emotion (pp. 123-126). New York: Oxford
University Press.

Lundh, L.-G., & Broman, E.-L. (2006). Alexithymia
and insomnia. Personality and Individual Differ-
ences, 40, 1615-1624.

Lydiard, R. B., & Monnier, J. (2004). Pharmacological
treatment. In R. G. Heimberg, C. L. Turk, & D. S.
Mennin (Eds.), Generalized anxiety disorder
(pp. 351-381). New York: Guilford Press.

Mauss, L., Levenson, R. W., McCarter, L., Wilhelm, E,
& Gross, J. J. (2005). The tie that binds?: Coherence
among emotion experience, behavior, and physiol-
ogy. Emotion, 5, 175-190. .

Mennin, D. (2004). Emotion regulation therapy for gen-
eralized anxiety disorder. Clinical Psychology and
Psychotherapy, 11, 17-29.

Mesquita, B., & Karasawa, M. (2002). Different emo-
tional lives. Cognition and Emotion, 16, 127-141.

Mineka, S., Watson, D., & Clark, L. A. (1998). Comor-
bidity of anxiety and unipolar mood disorders. Azn-
nual Review of Psychology, 49, 377-412.

Moses, E. B., & Barlow, D. H. (2006). A new unified
treatment approach for emotional disorders based on




704 VII. HEALTH AND EMOTIONS

emotion science. Current Directions in Psychological
Science, 15, 146-150.

Nathan, P. E., & Gorman, J. M. (Eds.). (2002). A guide
to treatments that work. London: Oxford University
Press.

Norton, P. J., Hayes, S. A., & Hope, D. A. (2004). Ef-
fects of a transdiagnostic group treatment for anxiety
disorders on secondary depression. Depression and
Anxiety, 20, 198-202.

Parker, J. D. A., Bagby, M., & Taylor, G. J. (1991).
Alexithymia and depression: Distinct or overlapping
constructs? Comprebensive Psychiatry, 32, 387-394.

Parker, J. D. A, Taylor, G. J., Bagby, R. M., & Acklin,
M. W. (1993). Alexithymia in panic disorder and
simple phobia: A comparative study. American Jour-
nal of Psychiatry, 150, 1105-1107.

Patrick, C. J. (1994). Emotion and psychopathy: Star-
tling new insights. Psychophysiology, 31, 319-330.

Patrick, C. J., & Bernat, E. M. (2006). The construct of
emotion as a bridge between personality and psycho-
pathology. In R. F. Krueger & J. L. Tackett (Eds.),
Personality and psychopathology (pp. 174-209).
New York: Guilford Press.

Patrick, C. J., Bradley, M. M., & Lang, P. J. (1993).
Emotion in the criminal psychopath: Startle reflex
modulation, Journal of Abnormal Psychology, 102,
82-92.

Patrick, C. J., Cuthbert, B. N., & Lang, P. J. (1994).
Emotion in the criminal psychopath: Fear image pro-
cessing. Journal of Abnormal Psychology, 103, 523~
534,

Persons, J. B. (2005). Empiricism, mechanism, and the
practice of cognitive-behavior therapy. Behavior
Therapy, 36, 107-118.

Persons, J. B., Roberts, N. A., & Zalecki, C. (2003).
Anxiety and depression change together during treat-
ment. Bebavior Therapy, 34, 149-163.

Putnam, K. M., & Silk, K. R. (2005). Emotion dysregu-
lation and the development of borderline personality
disorder. Development and Psychopathology, 17,
899-925. .

Rinne, T., van den Brink, W., Wouters, L., & van Dyck,
R. (2002). SSRI treatment of borderline personality
disorder: A randomized, placebo-controlled clinical
trial for female patients with borderline personality
disorder. American Journal of Psychiatry, 159, 2048~
2054.

Rosen, G. M., & Davison, G. C. (2003). Psychology
should list empirically supported principles of change
(ESPs) and not credential trademarked therapies or
other treatment packages. Bebavior Modification,
27, 300-312.

Rottenberg, J., & Gross, J. J. (2003). When emotion
goes wrong: Realizing the promise of affective sci-
ence. Clinical Psychology: Science and Practice, 10,
227-232.

Rottenberg, J., & Johnson, S. L. (Eds.). {2007). Emo-
tion and psychopathology: Bridging affective and
clinical science. Washington, DC: American Psycho-
logical Association.

Russell, J. A. (2003). Core affect and the psychological
construction of emotion. Psychological Review, 110,
145-172.

Speranza, M., Corcos, M., Stéphan, P., Loas, G., Pérez-
Diaz, E, Lang, E, et al. (2004). Alexithymia, depres-
sive experiences, and dependency in addictive disor-
ders. Substance Use and Misuse, 39, 567-595.

Stein, M. B. (1998). Neurobiological perspectives on so-
cial phobia: From affiliation to zoology. Biological
Psychiatry, 44, 1277-1285.

Stein, M. B., Liebowitz, M. R., Lydiard, R. B., Pitts, C.
D., Bushnell, W., & Gergel, . (1998). Paroxetine
treatment of generalized social phobia (social anxiety
disorder): A randomized clinical trial. Journal of the
American Medical Association, 280, 708-713.

Steketee, G., & Barlow, D. H. (2002). Obsessive~
compulsive disorder. In D. H. Barlow, Anxiety and
its disorders: The nature and treatment of anxiety
and panic (pp. 516-550). New York: Guilford
Press.

Stice, E. (2001). A prospective test of the dual-pathway
model of bulimic pathology: Mediating effects of di-
eting and negative affect. Journal of Abnormal Psy-
chology, 110, 124-135.

Svenningsson, P., Tzavara, E. T, Witkin, J. M,
Fienberg, A. A., Nomikos, G. G., & Greengard, P.
(2002). Involvement of striatal and extrastriatal
DARPP-32 in biochemical and behavioral effects
of fluoxetine (Prozac). Proceedings of the Na-
tional Academy of Sciences of the USA, 99, 3182~
3187.

Thase, M. E., Jindal, R., & Howland, R. H. (2002). Bio-
logical aspects of depression. In C. L. Hammen & L.
H. Gotlib (Eds.), Handbook of depression (pp. 192~
218). New York: Guilford Press.

Thayer, J. E, & Brosschot, J. E (2005). Psychomatics
and psychopathology: Looking up and down from
the brain. Psychoneuroendocrinology, 30, 1050-
1058.

Tomarken, A. J., & Keener, A. D. (1998). Frontal brain
asymmetry and depression: A self-regulatory per-
spective. Cognition and Emotion, 12. 387-420.

Tsao, J. C. L, Mystkowski, J. L., Zucker, B. G.,, &
Craske, M. G. (2002). Effects of cognitive behavioral
therapy for panic disorder on comorbid conditions:
Replication and extension. Bebaviour Therapy, 33,
493-509.

Turk, C. L., Heimberg, R. G., Luterek, J. A., Mennin, D.
S., & Fresco, D. M. (2005). Emotion dysregulation in
generalized anxiety disorder: A comparison with so-
cial anxiety disorder. Cognitive Therapy and Re-
search, 29, 89-106.

Van Ameringen, M. A., Lane, R. M., Walker, J. R.,
Bowen, R. C., Chokka, P. R., Goldner, E. M., et al.
(2001). Sertraline treatment of generalized social
phobia: A 20-week, double-blind, placebo-controlled
study. American Journal of Psychiatry, 158, 275~
281.

Walker, E. E., Grimes, K. E., Davis, D. M., & Smith, A.
J. (1993). Childhood precursors of schizophrenia:

43. Emotion Disturbances as Transdiagnostic Processes 705

Facial expressions of emotion. American Journal of
Psychiatry, 150, 1654-1660.

Walsh, B. T., Agras, S. W., Devlin, M. J., Fairburn, C.
G., Wilson, G. T., Kahn, C., & Chally, M. K. (2000).
Fluoxerine for bulimia nervosa following poor re-
sponse to psychotherapy. American Journal of Psy-
chiatry, 157, 1332-1334.

Watson, D. (2003). Subtypes, specifiers, epicycles, and
eccentrics: Toward a more parsimonious taxonomy
of psychopathology. Clinical Psychology: Science and
Practice, 10, 233-238.

Watson, D. (2005). Rethinking the mood and anxiety
disorders: A quantitative hierarchical model for DSM-
V. Journal of Abnormal Psychology, 114, 522-536.

Watson, D., Clark, L. A., Weber, K., Assenheimer, J. S.,
Strauss, M. E., & McCormick, R. A. (1995). Testing
a tripartite model] II: Exploring the symptom struc-
ture of anxiety and depression in student, adult, and
patient samples. Journal of Abnormal Psychology,
104, 15-25.

Watson, D., Weber, K., Assenheimer, J. S., Clark, L. A.,
Strauss, M. E., & McCormick, R. A. (1995). Testing
a tripartite model I: Evaluating the convergent and
discriminant validity of anxiety and depression
scales. Journal of Abnormal Psychology, 104, 3-14.

Watson, D., Weise, D., Vaidya, J., & Tellegen, A.
{1999). The two general activation systems of affect:
Structural findings, evolutionary considerations, and
psychobiological evidence. Journal of Personality
and Social Psychology, 76, 820-838.

Westen, D. (1991). Cognitive-behavioral interventions
in the psychoanalytic psychotherapy of borderline
personality disorders. Clinical Psychology Review,
11, 211-230.

Westen, D., Novotny, C. M., & Thompson-Brenner, H.
(2004). The empirical status of empirically supported
psychotherapies: Assumptions, findings, and report-
ing in controlled clinical trials. Psychological Bulle-
tin, 130, 631-663.

White, K. S., & Barlow, D. H. (2002). Panic disorder
and agoraphobia. In D. H. Barlow, Anxiety and its
disorders: The nature and treatment of anxiety and
panic (pp. 328-379). New York: Guilford Press.

Wilson, M. (1993). DSM-TI and the transformation of
American psychiatry: A history. American Journal of
Psychiatry, 150, 399-410.

Wolpe, ]. (1958). Psychotherapy by reciprocal inhibi-
tion. Stanford, CA: Stanford University Press.

Wrase, ]., Reimold, M., Puls, 1., Kienast, T., & Heinz, A.
(2006). Serotonergic dysfunction: Brain imaging and
behavioral correlates. Cognitive, Affective, and
Behavioral Neuroscience, 6, 53-61.

Zald, D. H., & Depue, R. A. {2001). Serotonergic func-
tioning correlates with positive and negative affect in
psychiatrically healthy males. Personality and Indi-
vidual Differences, 30, 71-86.

Zinbarg, R. E., & Barlow, D. H. (1996). Structure of
anxiety and the anxiety disorders: A hierarchical
model. Journal of Abnormal Psychology, 105, 181~
193.




