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Abstract
A wealth of evidence attests to the extensive current and lifetime diagnostic comorbidity of the DSM-
IV anxiety and mood disorders. Research has shown that the considerable cross-sectional covariation
of DSM-IV emotional disorders is accounted for by common higher-order dimensions such as
neuroticism/behavioral inhibition (N/BI) and low positive affect/behavioral activation. Longitudinal
studies have indicated that the temporal covariation of these disorders can be explained by changes
in N/BI and in some cases, initial levels of N/BI are predictive of the temporal course of emotional
disorders. Moreover, the marked phenotypal overlap of the DSM-IV anxiety and mood disorder
constructs is a frequent source of diagnostic unreliability (e.g., temporal overlap in the shared features
of generalized anxiety disorder and mood disorders, situation specificity of panic attacks in panic
disorder and specific phobia). Although dimensional approaches have been considered as a method
to address the drawbacks associated with the extant prototypical nosology (e.g., inadequate
assessment of individual differences in disorder severity), these proposals do not reconcile key
problems in current classification such as modest reliability and high comorbidity. The current paper
considers an alternative approach that emphasizes empirically supported common dimensions of
emotional disorders over disorder-specific criteria sets. The selection and assessment of these
dimensions are discussed along with how these methods could be implemented to promote more
reliable and valid diagnosis, prognosis, and treatment planning. For instance, the advantages of this
classification system are discussed in context of current transdiagnostic treatment protocols that are
efficaciously applied to a variety of disorders by targeting their shared features.
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Researchers have long recognized the limitations associated with the predominately categorical
approach to diagnostic classification that has been adopted in the various editions of the
Diagnostic and Statistical Manual of Mental Disorders (DSM). Although the development of
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the fifth edition of the DSM is well underway (DSM-V), no well-defined alternative nosological
systems have been articulated to address these limitations. After providing an overview of the
drawbacks inherent to the current DSM system, this paper will outline alternative approaches
to diagnostic classification ranging from systems that incorporate dimensional elements into
the extant diagnostic categories to systems that place greater emphasis on empirically supported
common dimensions over disorder-specific criteria sets. The selection and operationalization
of these dimensions will be discussed with emphasis on how these methods might be
implemented to promote more reliable and valid clinical assessment, prognosis, treatment
planning, and outcome evaluation.

Limitations to the Current DSM System
Diagnostic reliability—Our nosological systems for mental disorders have moved from
vague, ill-defined concepts reflecting hypothetical etiological constructs (DSM-II) to an
atheoretical precise set of criteria based on presenting clinical features rather than assumptions
about etiology (Brown & Barlow, 2002). This extreme “splitting” approach, present from
DSM-III until now, was a necessary intermediate step in our clinical science; that is, becoming
familiar with and defining more carefully the specific psychopathological phenomena
comprising anxiety and mood disorders was essential to building an adequate nosological
system. Indeed, diagnostic reliability studies of the DSM-III-R and DSM-IV disorders have
indicated that this endeavor has been largely successful, reflected by the fact that most anxiety
and mood disorder categories are associated with favorable reliability (e.g., Brown, Di Nardo,
Lehman, & Campbell, 2001; Di Nardo et al., 1993; Mannuzza et al., 1989; Williams et al.,
1992). For instance, in our investigation of the diagnostic reliability of current and lifetime
DSM-IV anxiety and mood disorders (Brown et al., 2001), 362 outpatients underwent two,
independent administrations of the Anxiety Disorders Interview Schedule for DSM-IV:
Lifetime version (ADIS-IV-L; Di Nardo, Brown, & Barlow, 1994). All DSM-IV principal and
lifetime diagnostic categories evidenced good to excellent reliability with the exception of
dysthymia (DYS) and posttraumatic stress disorder (PTSD). Moreover, excellent reliability
was obtained for each of the specific phobia (SPEC) types introduced in DSM-IV. In
comparison to our reliability study of DSM-III-R disorders (Di Nardo et al., 1993), improved
reliability was noted for the majority of DSM-IV categories, and no DSM-IV category was
associated with a markedly lower reliability estimate. Diagnoses showing the most
improvement were panic disorder (PD) and generalized anxiety disorder (GAD). The
improvement in GAD was encouraging because this category was in jeopardy of being removed
from DSM-IV, in part due to evidence of poor to fair reliability in DSM-III-R (cf. Brown,
Barlow, & Leibowitz, 1994).

Although reliability estimates are generally favorable, limitations of the current classification
system are evident when examining the sources of diagnostic disagreements. Brown et al.
(2001) recorded the primary source of unreliability for each diagnostic disagreement using the
following rating system: (a) difference in report – patient gives different information to the
two interviewers (e.g., variability in responses to inquiry about the presence, severity, or
duration of key symptoms); (b) threshold – consistent symptom report is provided across
interviews, but interviewers disagree on whether these symptoms cause sufficient interference
and distress to satisfy the DSM-IV threshold for a clinical disorder; (c) change in clinical
status – clear change in the severity or presence of symptoms between interviews; (d)
interviewer error – interviewer improperly applies DSM-IV diagnostic or exclusion rules or
fails to obtain necessary diagnostic information during ADIS-IV-L administration (e.g., skips
out of an ADIS-IV-L diagnostic section prematurely); (e) diagnosis subsumed under another
condition – disagreement on whether symptoms are attributable to, or better accounted for by,
a co-occurring disorder; and (f) DSM-IV inclarity – disagreement stems from limitations of the
DSM-IV criteria in providing clear direction for differential diagnosis.
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As seen in Table 1, the prevailing sources of unreliability differed substantially across the
DSM-IV anxiety and mood disorders. For instance, the majority of disagreements involving
social phobia (SOC), SPEC, and obsessive-compulsive disorder (OCD; 62% to 67%) entailed
cases where one interviewer assigned the diagnosis at a clinical level, and the other rated the
diagnosis as subclinical; for other categories (e.g., panic disorder with agoraphobia [PDA],
GAD, major depressive disorder [MDD], DYS), “threshold” disagreements were a relatively
rare source of unreliability. “Difference in patient report” was otherwise the most prevalent
source of unreliability, although with wide-ranging frequency across the anxiety and mood
disorders (i.e., from 22% in SPEC to 100% in PTSD). Considerable variability was also evident
across categories for the frequency with which other disorders were involved in diagnostic
disagreements. Whereas disagreements with other disorders were relatively uncommon for
SOC, OCD, and PTSD (8% to 13%), another clinical diagnosis was involved in over half of
the disagreements with DYS, PDA, MDD, and GAD (54% to 74%). As shown in Table 1,
disagreements with another clinical diagnosis often involved disorders with overlapping
definitional features, and that differed mainly in the duration or severity of symptoms (e.g.,
PD vs PDA; SPEC vs agoraphobia without a history of panic disorder; MDD vs DYS).
Consistent with prior evidence that mood disorders may pose the greatest boundary problem
for GAD (cf. Brown et al., 1994), 63% of the GAD disagreements with another diagnosis
involved the mood disorders (DYS = 10, MDD = 9, depressive disorder NOS = 2, bipolar =
1). In addition, this overlap was evident in disagreements with anxiety disorder NOS and
depressive disorder NOS diagnoses. For example, a category frequently involved in
disagreements with GAD was anxiety disorder NOS, where one interviewer noted clinically
significant features of GAD, but judged that all criteria for a formal DSM-IV GAD diagnosis
had not been met (e.g., number or duration of worries or associated symptoms). This was also
the case for the NOS diagnoses associated with disagreements in other disorders [e.g., in the
two OCD disagreements involving another disorder, both were with anxiety NOS (OCD)].

Comorbidity—Consistent findings of high comorbidity among anxiety and mood disorders
underscore the poor distinguishability of the emotional disorders (e.g., Andrews, 1990).
Comorbidity studies based on DSM-III-R criteria routinely indicated that at least 50% of
patients with a principal anxiety disorder have one or more additional diagnoses at the time of
assessment (e.g., Brawman-Mintzer et al., 1993; Brown & Barlow, 1992; Sanderson et al.,
1990). Similar findings were obtained in a study of outpatients (N = 1,127) diagnosed with
DSM-IV anxiety and mood disorders (Brown et al., 2001). It is important to note that this study,
like others, probably yielded conservative estimates of diagnostic co-occurrence due to limits
in generalizability stemming from various exclusion criteria (e.g., cases with active suicidality
were excluded), the outpatient setting, and so forth. Nevertheless, comorbidity rates for many
categories were quite high. Results indicated that 55% of patients with a principal anxiety or
mood disorder had at least one additional anxiety or depressive disorder at the time of the
assessment (Table 2); this rate increased to 76% when lifetime diagnoses were considered. The
principal diagnostic categories of PTSD, MDD, DYS, and GAD had the highest comorbidity
rates, and SPEC, the lowest. Analyses examining patterns of covariation among current and
lifetime disorders yielded many interesting findings. For example, significant relative risks
were obtained for associations between SOC and the mood disorders (MDD, DYS). The
differential aggregation of SOC and mood disorders was noteworthy in view of structural
findings (Brown, 2007; Brown et al., 1998) indicating that, unlike other DSM-IV disorders, the
latent DSM-IV factors of SOC and Depression (DEP) are influenced by the higher-order trait
of low positive affect. Thus, the high diagnostic comorbidity between SOC and mood disorders
may due to a shared vulnerability dimension such as low positive affect/behavioral activation
(cf. Clark et al., 1994; Eley & Brown, 2009). Moreover, PTSD was associated with significantly
increased risk of PDA. Temporal sequences analyses indicated that PDA rarely (28%) preceded
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PTSD. This association is noteworthy because PTSD and PDA are the only two emotional
disorders characterized by high levels of autonomic arousal (Brown & McNiff, in press).

However, the findings of Brown et al. (2001) also revealed how the examination of comorbidity
at the level of DSM-IV diagnosis can produce misleading findings about the overlap among
disorders. For instance, the presence of PDA was associated with decreased relative risk of
conditions such as SOC and SPEC. Rather than reflecting a true lack of association between
these conditions (indeed, one would expect considerable phenotypic overlap of these disorders;
e.g., situational avoidance), such findings can be a byproduct of DSM-IV differential diagnostic
guidelines (i.e., features of social or specific fear/avoidance were often judged to be better
accounted for and thereby subsumed under the PDA diagnosis). A clear instance of this
phenomenon was findings on the comorbidity of GAD and mood disorders. When adhering
strictly to DSM-IV diagnostic rules, the comorbidity between GAD and DYS was 5%.
However, when ignoring the hierarchy rule that GAD should not be assigned when it occurs
exclusively during a course of a mood disorder, the comorbidity estimate rose to 90%. While
curtailing (or distorting) comorbidity, DSM’s differential diagnostic guidelines also forfeit
salient clinical information. Strict adherence to DSM-IV criteria does not acknowledge the
common situation where clinically significant GAD co-resides with a mood disorder or PTSD.
Nonetheless, such symptoms are relevant to the overall severity of the clinical presentation,
and may have strong implications for treatment planning, untreated course, and so forth
(Kessler et al. 2008; Lawrence, Liverant, Rosellini, & Brown, 2009; Zimmerman &
Chelminski, 2003).

Categorical classification—Although there are obvious practical advantages to a
predominately categorical diagnostic classification system (e.g., use in clinical practice; cf.
First, 2005), there are many serious drawbacks to this approach. For instance, as noted earlier,
our diagnostic reliability study of the DSM-IV anxiety and mood disorders (Brown, Di Nardo,
et al., 2001) found that for many categories (e.g., SOC, OCD), diagnostic disagreements were
primarily due to problems in defining and applying a categorical threshold on the number,
severity, or duration of symptoms. This threshold problem is also manifested in diagnostic
disagreements where both raters concur that the key features of a disorder are present, but
disagree as to whether these features cause sufficient interference or distress to satisfy the
DSM-IV threshold for a clinical disorder (common with SOC and SPEC). Moreover, the
problem is evident in the high rates of disagreements involving NOS diagnoses (both raters
agree on the presence of clinically significant features of the disorder, but one rater does not
assign a formal anxiety or mood disorder diagnosis due to subthreshold patient report of the
number or duration of symptoms; common with generalized anxiety disorder and major
depression). A similar problem is at the root of diagnostic disagreements involving MDD vs
DYS (core features of clinically significant depression are observed by both raters, but
disagreement occurs with regard to the severity or duration of these symptoms).

In addition to introducing measurement error (cf. MacCallum, Zhang, & Preacher, 2003),
imposing categories on dimensional phenomena leads to a substantial loss of potentially
valuable clinical information. As noted by Widiger and Samuel (2005), DSM does not provide
adequate coverage for clinically significant symptom presentations that fail to meet criteria for
formal diagnostic categories. This is reflected in part by the high rate in which NOS diagnoses
are assigned as current and lifetime conditions (e.g., Brown, Campbell, et al., 2001; Lawrence
& Brown, in press), but it is likely that clinically significant subthreshold cases are altogether
undetected by the categorical system. Although rarely used in clinical practice and applied
research, DSM does provide a coarse mechanism for recording the severity of disorders above
the diagnostic threshold (i.e., as detailed in the “Use of the Manual” section of the DSM-IV,
the ordinal specifiers of mild, moderate, and severe may be used for any current disorder
meeting full diagnostic criteria). The only DSM-IV anxiety and mood disorder category where
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individual differences in symptom severity are embedded in a disorder’s diagnostic criteria is
MDD (i.e., severity specifiers of mild, moderate, and severe with/without psychotic features
are recorded when assigning the MDD diagnosis). Yet, whereas the dimensional ratings of the
severity of MDD symptoms are reliable (r = .74), the DSM-IV categorical severity specifiers
of this disorder are not (e.g., κ = .30; Brown et al., 2001). This further attests to the problem
of measurement error associated with imposing nominal or ordinal cutoffs on continuous
symptom features.

Summary and illustration of DSM-IV limitations—The preceding sections summarized
some of the research that highlighted various limitations associated with DSM’s categorical
approach to diagnostic classification (e.g., measurement error due to operationalizing and
applying a categorical cutoff on dimensional features such as symptom frequency, severity,
and duration; distorted rates of diagnostic comorbidity due to overlapping criteria sets and
diagnostic decision rules; inadequate coverage of subthreshold presentations and individual
differences in severity of threshold cases). As noted earlier, the issues of modest diagnostic
reliability and high comorbidity have been routinely associated with GAD, thus making it an
appropriate diagnostic category for further illustrating the shortcomings of the DSM-IV
classification system. For clinical presentations entailing the features of GAD (excessive worry
and associated features such as muscle tension and irritability), the potential sources of
diagnostic unreliability are multifold. As is the case with most disorder categories, DSM-IV’s
operationalization of GAD categorical diagnostic threshold is not based on compelling
empirical evidence and is difficult to reliably implement in clinical practice. For instance, some
of the requirements for a DSM-IV diagnosis of GAD are “excessive anxiety and worry,
occurring more days than not for at least 6 months, about a number of events or
activities”(Criterion A), “the anxiety and worry are associated with three (or more) of six
symptoms (with at least some symptoms present for more days than not for the past 6
months)” (Criterion C), and “does not occur exclusively during a mood disorder” (and other
conditions such as PTSD and psychotic disorders) (Criteria D and F). In addition to their
dubious scientific basis (e.g., limited evidence to support the symptom number and duration
cutoffs specified in Criterion C), the criteria are vaguely worded and thus require considerable
clinical judgment in their implementation for establishing the presence/absence of a GAD
diagnosis.

While this was intentional (owing in part to the absence of data in support of more specific
symptom cutoffs), the DSM-IV approach to operationalizing disorder thresholds introduces
considerable measurement error. For instance, what “number” of worry areas are necessary to
meet Criterion A (two? several?)?; how many associated symptoms must be present more days
than not over the prior 6 months (one? more than one?)? Should Criterion F be interpreted as
indicating that GAD can be assigned in context of a co-occurring mood disorder so long as
there has been a period of at least a few days or weeks when GAD was present and the mood
disorder was not (or is a full 6-month duration of GAD without a co-occurring mood disorder
necessary to meet this criterion?). Research laboratories may be inclined to develop more
refined operationalizations of these vaguely worded diagnostic criteria in order to foster the
reliability of diagnostic judgments within their setting. However, such operationalizations may
vary across research laboratories (i.e., variability in the manner in which GAD diagnoses are
assigned) which would thus complicate the comparability and interpretability of findings across
studies. In addition to obscuring true patterns of symptom and syndrome comorbidity, the
diagnostic hierarchy rule stating GAD should not be assigned if it occurs during the course of
a mood disorder can lead to instances where GAD cannot be formally assigned despite the fact
that it is associated with more distress and impairment than the mood disorder it is subsumed
under (e.g., severe GAD occurring during a mild MDD). Finally, as is the case with other
disorders, the failure of DSM-IV to recognize individual differences in the frequency, severity,
and duration of symptoms can result in clinically salient GAD presentations that are not
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recognized or a generically coded as anxiety disorder NOS (cf. Lawrence & Brown, in
press).

Alternative Classification Systems
For decades, researchers have acknowledged the potential utility of incorporating dimensional
elements into our diagnostic classification systems (e.g., Barlow, 1988; Kendell, 1975; Maser
& Cloninger, 1990; Widiger, 1992). Over this considerable time span, however, no strong
proposals have emerged with regard to exactly how dimensional classification could be
introduced in the DSM. In an earlier paper (Brown & Barlow, 2005), we forwarded an initial
proposal for this endeavor. Given that clinical practicality is a compelling reason for retaining
categorical distinctions in the nosology, we suggested the introduction of dimensional severity
ratings to the extant diagnostic categories and/or the constituent symptom criteria (along the
lines of the procedures used in the Anxiety Disorders Interview Schedule for DSM-IV; cf.
Brown et al., 1998). Compared to more drastic proposals (e.g., multi-dimensional assessment,
in which categorical diagnostic labels are subsequently imposed on the basis of quantitative
algorithms), it was argued that this alternative would be relatively practical because the
categorical system would remain intact and the dimensional rating system could be optional
in settings where its implementation is less feasible (e.g., primary care). Several potential
advantages of this dimensional system were noted including the ability to address key
shortcomings and sources of unreliability in the DSM, such as its failure to convey disorder
severity as well as other clinically significant features that are either subsumed by other
disorders (e.g., GAD in mood disorders and PTSD) or fall just below conventional thresholds
due to a DSM technicality (e.g., subclinical or NOS diagnoses where the clinical presentation
is a symptom or two short of a formal disorder). Moreover, because the dimensional ratings
would be added to the current diagnostic categories, this approach would have other advantages
including: (a) its basis on a pre-existing and widely studied set of constructs; and (b) the ability
to retain functional analytic and temporal (duration) aspects of diagnosis that are difficult to
capture in a purely psychometric approach. It would also provide a standardized assessment
system that would foster across-site comparability in the study of dimensional models of
psychopathology. Finally, we argued that this approach could be regarded as a prudent “first
step” that would assist in determining the feasibility of more ambitious dimensional systems
(e.g., quantifying higher-order dimensions).

Nonetheless, this initial proposal is not without immediately apparent limitations. For instance,
as noted earlier, “difference in patient report” (i.e., patient gives different information to
independent interviewers in response to inquiries about the presence, severity, or duration of
symptoms) is a very common source of diagnostic unreliability that would be relevant to
dimensional clinical assessment. In fact, because the dimensional ratings would simply be
added onto the existing criteria sets, most sources of unreliability present in the current
diagnostic system would continue to be germane (e.g., measurement error associated with
vaguely operationalized symptom criteria and differential diagnosis decision rules; see GAD
example in preceding paragraph). Perhaps more importantly, because the various disorder
categories would remain unchanged, a dimensional system of this nature would not address
the problem of high diagnostic comorbidity.

Higher-order models of classification—Thus, more ambitious proposals have been
suggested which place emphasis on dimensions corresponding to broader biologically and
environmentally based constructs of temperament and personality (e.g., neuroticism/negative
affectivity; Clark, 2005). These strategies follow from the theories and evidence that the
observed overlap in families of disorders (e.g., comorbidity and symptom overlap in anxiety
and mood disorders) is due to the fact that these conditions emerge from shared biologic/genetic
and psychosocial diatheses (e.g., Barlow, 2002; Kendler et al., 1992; Mineka et al., 1998).
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Under this framework, the DSM disorders represent different manifestations of these core
vulnerabilities, and such variability stems from the influence of other, more specific etiologic
agents (e.g., environmentally based psychological vulnerabilities, other genetic or biological
influences; cf. Barlow, 2002; Suárez, Bennett, Goldstein, & Barlow, 2009).

Two genetically based core dimensions of temperament have been posited as instrumental in
the etiology and course of the emotional disorders: neuroticism/negative affectivity and
extraversion/positive affectivity. Extensive evidence indicates these constructs are strongly
heritable (e.g., Fanous, Gardner, Prescott, Cancro, & Kendler, 2002; Fulker, 1981; Hettema,
Prescott, & Kendler, 2004; Tellegen et al., 1988; Viken, Rose, Kaprio, & Koskenvuo, 1994)
and stable over time (Costa & McCrae, 1988; Kasch, Rottenberg, Arnow, & Gotlib, 2002;
Watson & Clark, 1984). Whereas neuroticism/negative affect is considered to be etiologically
relevant to the full range of emotional disorders, the influence of extraversion/positive affect
appears to be more specific to depression,, SOC, and mania, with depression and SOC
associated with low positive affect and mania with high positive affect (e.g., Brown, 2007;
Brown, Chorpita, & Barlow, 1998; Gruber, Johnson, Oveis, & Keltner, 2008; Johnson, Gruber,
& Eisner, 2007; Mineka et al., 1998; Watson, Clark, & Carey, 1988). Although the theoretical
frameworks were developed independently (cf. Eysenck, 1981; Tellegen, 1985), neuroticism/
negative affect and extraversion/positive affect are closely related to Gray’s (1987) constructs
of behavioral inhibition and behavioral activation, respectively, at both the conceptual and
empirical levels (e.g., Campbell-Sills, Liverant, & Brown, 2004; Carver & White, 1994; Clark
et al., 1994; Fowles, 1994; Kasch et al., 2002).

A substantial literature underscores the roles of these constructs in accounting for the onset,
overlap, and maintenance of anxiety and depression (e.g., Brown, 2007; Brown et al., 1998;
Gershuny & Sher, 1998; Kasch et al., 2002; Watson et al., 1988). For instance, in a sample of
outpatients, Brown et al. (1998) found that virtually all the considerable covariance among
latent variables corresponding to the DSM-IV constructs of unipolar depression (DEP), social
phobia (SOC), generalized anxiety disorder (GAD), obsessive-compulsive disorder (OCD),
and panic disorder/agoraphobia (PD/A) was explained by the higher-order dimensions of
negative affect and positive affect (bipolar disorder was not included). Although the results
were consistent with the notion of neuroticism/negative affect as a broadly relevant dimension
of vulnerability, results indicated the DSM-IV disorders were differentially related to negative
affect, with DEP and GAD evidencing the strongest associations (see also Brown & McNiff,
in press). In accord with a reformulated hierarchical model of anxiety and depression (Mineka
et al., 1998), positive affect was predictive of DEP and SOC only (see Figure 1).

Brown (2007) extended these findings by examining the temporal course and temporal
structural relationships of dimensions of temperament (neuroticism/behavioral inhibition, N/
BI; behavioral activation/positive affect, BA/P) and selected DSM-IV disorder constructs
(DEP, SOC, GAD). Outpatients with anxiety and unipolar mood disorders (N = 606) were
reassessed at one-year (T2) and two-year (T3) follow-ups. As the majority (76%) of patients
received treatment after intake, the overall rate of anxiety and mood disorders declined
significantly over follow-up (e.g., 100% to 58% for T1 and T3, respectively). Nonetheless,
each of the five constructs examined (N/BI, BA/P, DEP, GAD, SOC) evidenced a favorable
level of longitudinal measurement invariance. Despite the marked decline in DSM-IV
diagnoses by T3, test-retest correlations of the factors and unconditional latent growth models
(LGMs) indicated that BA/P evidenced a very high degree of temporal stability, consistent
with its conceptualization as a trait vulnerability construct that is relatively unaffected by
treatment. However, of the five constructs examined, N/BI evidenced the greatest amount of
temporal change and was the dimension associated with the largest treatment effect. In addition
to its inconsistency with prior research (e.g., Kasch et al., 2002), this finding seems at odds
with conceptual speculations that core dimensions of temperament may be more resilient to
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psychological treatment. As discussed in Brown (2007), this result may partly reflect the fact
that the assessment of temperament is prone to mood-state distortion (cf. Clark et al., 2003;
Widiger et al., 1999). That is, it is likely the measurement of N/BI consists of some combination
of stable temperament variance (i.e., vulnerability) and variability attributable to generalized
distress (i.e., more prone to mood-state distortion, subject to greater temporal fluctuation).
Thus, the considerable covariance between N/BI and the emotional disorders is due partly to
a temperamental component (N/BI acts as vulnerability, is relatively stable), but also because
of the distress associated with having a disorder (mood-state distortion). Presumably, the latter
aspect is less temporally unstable and more apt to covary with temporal fluctuations in the
severity of disorders.

Indeed, findings indicated that N/BI operated differently than the DSM-IV disorder constructs
in several ways. For instance, unconditional LGMs of each DSM-IV disorder construct revealed
inverse relations between the Intercept and Slope; i.e., higher initial disorder severity was
associated with greater change over time. However, the Intercept and Slope of N/BI were
positively correlated (r = .47), indicating that patients with higher initial levels of N/BI tended
to show less change in this dimension over time; and conversely, patients with lower initial
levels of N/BI tended to evidence greater change. Thus, unlike the DSM-IV disorders, the
stability of N/BI increased as a function of initial severity. This may indicate the influence of
mood-state distortion/general distress on the measurement of N/BI is most pronounced at the
lower end of its continuum (i.e., it is the lower range of N/BI that is less temporally stable and
presumably more apt to covary with temporal change in disorder severity). In addition, parallel-
process LGMs indicated that higher initial levels of N/BI were associated with less change in
the DSM-IV constructs of GAD and SOC. Moreover, lower BA/P predicted poorer outcome
of SOC, although this effect only approached statistical significance (p = .07) with N/BI in the
analysis. Although no temporal relations were obtained for DEP, these results are in line with
in earlier work and theory that N/BI and BA/P have directional temporal effects on Axis I
psychopathology (cf. Gershuny & Sher, 1998; Kasch et al., 2002; Meyer, Johnson, & Winters,
2001). Consistent with prediction and theory, initial levels of the DSM-IV disorders did not
predict increases in temperament over time. Finally, Brown (2007) found that temporal change
in DEP, SOC, and GAD was significantly related to change in N/BI. Of particular interest is
the finding that all the temporal covariance of the DSM-IV disorder constructs was accounted
for by change in N/BI; i.e., when N/BI was specified as a predictor, the temporal overlap among
disorder constructs was reduced to zero. The correlational nature of these findings precludes
firm conclusions about the direction of these effects. Although counter to earlier initial evidence
and conceptualization (Brown et al., 1995; Kasch et al., 2002), N/BI may be therapeutically
malleable and this in fact mediates the extent of change in the emotional disorders.
Alternatively or additively, a reduction in disorder severity is associated with a decrease in
general distress, a feature shared by the emotional disorders and is partially reflected in the
measurement of N/BI. Finally, in the case of bipolar disorder, Johnson and colleagues (Gruber
et al., 2008; Johnson et al., 2007; Meyer et al., 2001) have demonstrated that risk for mania is
associated with stable, elevated BA/P.

A nosological emphasis on shared dimensions—Compared to the more modest
proposal of adding dimensional elements to the extant diagnostic categories (cf. Brown &
Barlow, 2005), the inclusion of higher-order dimensions in the nosology would address the
considerable overlap that exists among the current DSM-IV anxiety and mood disorder
constructs. As we noted previously (Brown & Barlow, 2005), because dimensions such as N/
BI and BA/P reflect general vulnerability constructs, their inclusion would make the diagnostic
system germane to the primary and secondary prevention of mental disorders (e.g.,
identification of individuals with elevated N/BI who thus may be at risk for psychopathology
if exposed to other vulnerability factors such as life stressors). Of course, this is a far more
challenging endeavor because these broader phenotypes are not currently recognized by the
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DSM and thus must be further validated and measured in a manner that is feasible in clinical
practice and research. Moreover, an exclusive focus on higher-order dimensions could be
viewed as overly reductionistic because there is considerable variability in which these core
vulnerabilities are manifested as clinical psychopathology. Although the covariance of SOC
and MDD can be fully explained by the shared vulnerability dimensions of N/BI and BA/P
(Brown, 2007; Brown et al., 1998), further differentiation is important because constructs more
specific to these disorders provide information about treatment planning, risk of complications
(e.g., suicidality), and so forth, than does only knowing a patient’s standing on the continuum
of these nonspecific higher-order dimensions. However, while more germane to some DSM-
IV disorder constructs than to others, these lower-order dimensions are also present in varying
degrees across the emotional disorders (e.g., while fear of negative social evaluation is the
defining feature of SOC, it is germane to other DSM-IV disorder constructs such as PD/A,
mood disorders, and body dysmorphic disorder). While having the advantage of providing
important additional information about the nature of an individual’s psychopathology, the
inclusion of these lower-order dimensions would perpetuate the rather weak boundaries among
the DSM disorder constructs. But by also including broader dimensions such as N/BI and B/
PA, the nosological system would possess a hierarchical framework that accounts for the
overlap at the lower-order level.

Indeed, current conceptual models assert that dimensions of temperament do not act alone in
determining the etiology, course, and complications of emotional disorders (e.g., Barlow,
2002; Carver, Johnson, & Joormann, 2008; Clark et al., 1994; Mineka et al., 1998). For
instance, Barlow (2000, 2002; Suárez et al., 2009) has formulated a triple vulnerability model
of emotional disorders, which draws from and integrates the rich literatures of genetics,
personality, cognitive and neuroscience, and emotion and learning theories. This model
specifies the existence of a generalized biological vulnerability to experience anxiety consisting
of a well-established genetic contribution to this diathesis accounting for approximately 30%
to 50% of the variance. In addition, a generalized psychological vulnerability emerges from
early childhood experience characterized by a stressful, unpredictable environment and/or the
influence of specific parenting styles described in detail in the attachment theory literature that
inhibit the development of effective coping procedures and the emergence of self efficacy.
These early experiences lead to a general sense of unpredictability and uncontrollability over
life events that, along with elevated sympathetic nervous system arousal, forms the core of the
process of anxiety (Barlow, 2002). If these two generalized vulnerabilities or diatheses line up,
the individual is at increased risk for experiencing generalized anxiety and/or depression, in
the context of triggering stressful events (Chorpita & Barlow, 1998; Suárez et al., 2009). But
a third diathesis, referred to as a specific psychological vulnerability, comes into play in the
form of learning a particular focus for anxiety, or learning that some situations, objects, or
internal somatic states are potentially dangerous even if objectively they are not. These early
learning experiences can be as straightforward as watching parents’ model severe fears of
specific objects or situations such as small animals (e.g., as in SPEC), or more subtle such as
experiencing heightened attention from caregivers to the potential danger of experiencing
unexplained somatic sensations (e.g., as in PD/A or hypochondriasis).

One may notice that the two generalized vulnerabilities, one biological and the other
psychological, describe a more stable disposition to experience anxiety, and thus, could be
considered more accurately as a temperament. Indeed we consider anxiety in this regard as
simply the expression of the temperament of N/BI with the addition, in many cases, of a specific
focus (or several specific foci) dictated by the learning experiences that comprise the third
vulnerability. Evidence for this relationship is presented in detail elsewhere (Barlow, 2002;
Suárez et al., 2009).
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A New Proposal for a Dimensional Classification System
These considerations, then, lead to a dimensional classification system for emotional disorders
emphasizing common features but encompassing the variety of phenotypic expressions
emerging from different foci of anxiety. At the highest level, an individual would experience
various levels of severity in terms of intensity, frequency, and distress associated with anxiety
or N/BI (which we now refer to as anxiety/neuroticism/behavioral inhibition, or AN). This
temperament is associated with chronic generalized distress, particularly involving the
hypothalamic-pituitary-adrenocortical axis, perceptions of uncontrollability regarding future
threatening and challenging events, excessive vigilance, and low self confidence/self-efficacy
over one’s ability to cope with future threatening events.

In addition to assessing the presence and severity of AN, the second higher-order dimension
of behavioral activation/positive affectivity (BA/P) must also be considered (see Figure 1).
Low positive affect reflects principally low enthusiasm, interest, and an overriding pessimistic
sense, and is associated with the DSM-IV disorder constructs of MDD and SOC, as noted above.
Once again, structural models demonstrate that AN provides substantial contributions to these
two DSM-IV disorder constructs, but that low BA/P is also part of the picture. In the case of
SOC, this may well be associated with the chronically impoverished network of social
relationships and support which contributes so substantially to positive affect based on the
work of scientists studying the determinants of positive affect in the normal population (e.g.,
Diener & Seligman, 2002;Gilbert, 2006). In clinical populations, low-level manifestations of
BA/P merge into a presentation that has been referred to as “mixed anxiety depression” (Moras
et al., 1996;Zinbarg et al., 1994). High level manifestations of BA/P are associated with
euthymic stages of bipolar and cyclothymic disorders.

Each individual experiencing varying degrees of AN would also almost certainly display
substantial avoidance behaviors in all of its behavioral and cognitive manifestations. These
manifestations would include situational avoidance, most obviously, in the case of phobic
avoidance. Because SPEC in isolation is not characterized by marked AN, specification of
situational avoidance could simply be represented on this dimension. A variant of situational
avoidance that is common across the anxiety disorders is the avoidance of internal somatic
cues such as avoiding a hot and stuffy room, physical exertion, and situations provoking
perceptual distortions associated with dissociation. Although much of this behavioral
avoidance may appear to be situational, the cues for avoidance are actually interoceptive (e.g.,
a hot and stuffy room). But more subtle cognitive and or emotional avoidance exemplified
most commonly by attempts at distraction or the presence of safety signals or talismans meant
to (magically) protect against the occurrence of AN and/or the eruptions of discrete emotions
such as panic attacks comprise another facet of avoidance. The extent of this avoidance could
also be dimensionalized, leading to further specification with implications for treatment
planning. Table 3 provides examples of various avoidant strategies.

Having established the presence and dimensional severity of AN, BA/P, and avoidance
behavior, it then becomes important to examine the functional relationships of AN with specific
facets of emotional expression or other experiences that have traditionally been considered as
“key features” of existing criteria sets. As noted above, for GAD, stressful life events trigger
the diathesis of AN to produce a clinical syndrome. While GAD is simply a pathologically
strong expression of AN, depression (e.g., MDD, DYS), which is characterized by cognitive
and motor slowing, hopelessness, and marked anhedonia, emerges from AN in combination
with (low) BA/P when activated by life stressors (cf. Mineka et al., 1998). Mania (and
hypomania), on the other hand, emerges from high BA/P when triggered by life stressors.

For the anxiety disorders other than GAD, the third (specific) vulnerability is activated in which
AN, through a process of learning, is specifically associated with an object or event. This
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process results in one or more key diagnostic features that become the principal focus or foci
of AN. These major features are described next.

The occurrence of discrete eruptions of emotion leads to several common manifestations of
key features (Barlow, 2002). One manifestation is evident in the form of an ethologically
primitive sympathetic nervous system surge known as the flight/fight response, which is the
action tendency of the basic emotion of fear. When fear is triggered by relatively non-dangerous
internal or external cues and therefore occurs at an inappropriate time, the experience is called
a panic attack. The fact that panic attacks subsequently may become a major focus of AN has
been explicated in considerable detail in the case of PD/A (Bouton, Mineka, & Barlow,
2001; White & Barlow, 2002). But the same phenomenon has been demonstrated to occur in
PTSD where it is referred to as “flashbacks” (Brown & McNiff, in press; Jones & Barlow,
1990). We refer to the object of this focus as panic and related autonomic surges.

Somatic symptoms or experiences can become functionally related to AN and may become a
second focus. For example, in the case of hypochondriasis, certain unexplained physical
symptoms are associated in a chronic manner with potential threatening illness or disease.
Similarly, sensations of unreality, if they become the focus of AN, can evolve into a prominent
feature of PTSD and depersonalization disorder. Apprehension about the physical symptoms
of anxiety and panic attacks is a key feature of PD/A (Clark, 1986; Taylor, 1999; White &
Barlow, 2002). We refer to this focus as somatic anxiety.

A third common focus of AN is ego-dystonic intrusive cognitions. Although most characteristic
of OCD and body dysmorphic disorder (BDD), studies have shown that these types of ego-
dystonic intrusive thoughts are fairly common in the normal population as a function of
stressful life events (e.g., Fullana et al., 2009; Parkinson & Rachman, 1981; Rachman & de
Silva, 1978), but can reach substantial levels of severity in the context of a wide range of
emotional disorders even in the absence of a diagnosis of OCD or BDD. Thus, it is common
to see intrusive ego-dystonic thoughts of, for example, harming one’s children in cases where
the principal diagnosis is PD/A or GAD, and these are associated with varying amounts of AN
(Barlow, 2002).

A fourth dimension could be described as social evaluation. Once again, although typically
associated with SOC where it becomes the key diagnostic feature, it is common for this focus
to be represented on a dimension of severity across most emotional disorders (e.g., Rapee,
Sanderson, & Barlow, 1988).

A fifth focus of AN is past trauma with all of its ramifications. When the focus is on past
trauma, it also quite common, as noted above, to experience sympathetic surges in the form of
flashbacks triggered by internal or external cues originally associated with the trauma. But the
focus of AN on past traumatic experience in those individuals already vulnerable to the
expression of AN is the key feature of the disorder (Keane & Barlow, 2002; Steenkamp,
McLean, Arditte, & Litz, in press).

Thus, it becomes essential through a functional analysis to determine the focus of AN. One
would accomplish this by first ascertaining the severity of AN along with the particular key
features that might be the focus of AN to varying degrees. Following past precedent, the focus
would correspond to current DSM-IV categories, but one could also determine the extent to
which other key features are present on dimensions of severity that would include intensity,
frequency, and distress, thereby providing potentially important information for treatment
planning and prediction of course. In this way, information that is currently discarded in the
system of prototypes that comprises DSM-IV (unless patients happen to meet all of the criteria
for a comorbid diagnosis) would be saved and incorporated into the clinical picture.
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In sum, AN, and BA/P, as well as types of avoidant strategies, would be rated on severity
dimensions for each individual presenting with emotional disorders. If severe enough or
exacerbated by stress, these diatheses present as GAD and, in the presence of low BA/P,
unipolar depression (e.g., MDD, DYS). High BA/P is, of course, uniquely associated with
bipolar disorder. It is also important to determine any foci of anxiety and avoidance. An
example of a recent patient presenting to our Center, whose presenting clinical symptoms are
organized in this way, is presented below.

Case example—The patient was a male high school teacher in his mid-fifties, who was
referred to the Center after worsening symptoms following a severe car accident some four
months previously. Symptoms included intrusive memories of the crash, images of his wife’s
injured face, very clear flashbacks to certain aspects of the accident itself, accompanied by
some memory difficulties for other aspects of the accident, and hypervigilance to his
surroundings as well as a strong startle reaction to cues relating to the accident. These symptoms
intermingled with a similar set of symptoms emerging from multiple traumatic events
experienced during the Vietnam War. In addition, he reported spending a great deal of the day
worrying about a variety of life events, including his own health and that of his family, as well
as his performance at work. He noted that he worried approximately one-third of the day and
had been like this since returning from the war. He had previously sought treatment after
suffering an episode of severe grief following the death of his parents some 15 years earlier.
He continued to exhibit relatively mild symptoms of depression. In addition, he was concerned
about interacting inappropriately with his students and that he would be evaluated badly by
other staff members leading to dismissal form his teaching job.

On the basis of this clinical presentation, the only DSM-IV diagnosis formally assigned was
PTSD. Although the patient met all the key and associated features of GAD, this diagnosis
could not be assigned if adhering to a DSM-IV hierarchy rule (i.e., the disturbance occurred
during the course of PTSD). In addition, whereas mild depression including some lethargy was
part of the clinical picture, the patient’s symptoms were not sufficiently severe to meet the
diagnostic threshold for a unipolar mood disorder such as MDD or DYS.

In Figure 2, we present the patient’s diagnostic profile using the scheme described above. As
seen in this figure, the patient presented with high levels of AN and moderately low BA/P.
Behavioral avoidance was also elevated as reflected in avoidance of driving in certain locations,
driving long distances, or engaging in activities or conversations associated with war. Although
avoidance of intense emotion (blunting) and interoceptive cures were present for a time after
the war, this type of cognitive/emotional avoidance had lessened considerably over the years.
The foci of anxiety were primarily on past trauma, along with elevations for panic-related
autonomic surges (which in this case represented flashbacks) and somatic anxiety. Because all
intrusive thoughts were related to trauma, ego-dystonic intrusive thoughts were largely absent.
Anxiety focused on social evaluation was present at moderate intensity in the context of
evaluation at work. Accordingly, this dimensional profile provides a more complete portrayal
of the patient’s clinical presentation relative to a single categorical diagnosis of PTSD. The
profile captures the dimensional severity of the key features of PTSD (i.e., focus on past trauma,
panic-related autonomic surges, avoidance), in addition to clinical features that are often
associated and functionally related to PTSD but not recognized by the DSM-IV definition of
this disorder (e.g., temperament, somatic anxiety). Moreover, although GAD could not be
assigned under the DSM-IV framework, the profile recognizes the presence of high AN that
may be relevant to prognosis and treatment planning. A sub-diagnostic threshold level of
depression is also reflected that would be missed by DSM-IV diagnosis but which may be
nonetheless clinically salient. Notably, while providing a richer depiction of the patient’s
presenting symptoms and their severity, the dimensional profile avoids the various diagnosis
decision rules (e.g., diagnostic hierarchy, temporal overlap, symptom counts, determination of
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whether symptoms are better accounted for by another condition) that are a common sources
of DSM-IV diagnostic unreliability and that often result in non-veridical patterns of diagnostic
comorbidity.

Transdiagnostic treatment protocols—This diagnostic conception also has implications
for treatment. Elsewhere, we have described the conceptual underpinnings of a unified,
transdiagnostic treatment for emotional disorders (Barlow et. al., 2004; Fairholme, Boisseau,
Ellard, Ehrenreich, & Barlow, in press; Moses & Barlow, 2006). These developments arise
from work over the last few decades that has empirically supported a number of psychological
treatments targeting individual anxiety and mood disorders, usually organized around specific
DSM IV criteria sets (Barlow, 2008, Nathan & Gorman, 2007). However, the aforementioned
conceptualizations of diagnosis and psychopathology emphasize commonalities rather than
their differences among these disorders. In addition, treatment outcome research points to
generalization of treatment response from a treated disorder (such as PDA) across other
comorbid anxiety and mood disorders (e.g., Brown et al., 1995). Careful analysis also
highlights a common set of therapeutic operations across these disparate protocols (Barlow et.
al., 2004). Thus, research lends support to a unified, transdiagnostic approach to emotional
disorders that considers these commonalities and distills common therapeutic procedures
across evidenced-based protocols.

At the same time, research on emotion regulation has provided a novel perspective on the
treatment of anxiety and mood disorders, which are essentially disorders of emotion (Barlow,
1991, 2002). It is now clear that emotion regulation, or how individuals influence the
occurrence, intensity, expression, and experience of emotions, plays an important role in
phenomenology of anxiety and mood disorders (Campbell-Sills & Barlow, 2007; Gross,
2007). Deficits in emotion regulation are found in each of these disorders, as individuals with
anxiety and mood disorders often use maladaptive regulation strategies that contribute to the
persistence of symptoms. Thus, increased attention to emotional dysregulation in treatment is
grounded in current research findings and is consistent with emerging conceptualizations
emphasizing underlying commonalities among emotional disorders.

Based on these advances, we have developed a treatment designed to be applicable to all anxiety
and unipolar mood disorders, and possibly other disorders with strong emotional components
(e.g., many somatoform and dissociative disorders) that addresses core affective properties
rather than narrowly construed DSM-IV key features. The unified protocol capitalizes on the
contributions made by cognitive-behavioral theorists by distilling and incorporating the
common principles among existing evidenced based psychological treatments such as
restructuring maladaptive cognitive appraisals, changing action tendencies associated with the
disordered emotion, preventing emotional avoidance, and utilizing emotional exposure
procedures. It also draws on the innovations from the field of emotion science, incorporating
and addressing the deficits in emotion regulation common in emotional disorders.

Because this transdiagnostic intervention addresses core psychopathological features that cut
across the DSM-IV disorders, the proposed nosological scheme described above facilitates a
more comprehensive conceptualization and assessment of temperaments and associated foci
of AN. Some evidence suggests that changes in AN may be substantial in some patients during
successful psychological treatment (e.g., Brown, 2007), and this change may be associated
with the widely noted outcome of enduring treatment effects from successful psychological
treatment relative to drug treatment (e.g., Barlow et. al., 2000). Furthermore, we have
previously reported that generalized improvement in comorbid emotional disorders after
treatment of the principal disorder is not necessarily sustained over time, even if improvement
in the “target” disorder is sustained (Brown et al., 1995). Transdiagnostic treatment and
comprehensive conceptualization and assessment may obviate the outcome of incomplete
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treatment and the necessity of repeated, sequential, and narrowly targeted courses of
intervention for each DSM-IV disorder.

Practical Considerations and Future Directions
The goal of this paper was to outline our vision of how a dimensional classification system
based on common features might look for the anxiety and mood disorders. Clearly, this clinical
assessment system is more radical than a previous proposal to simply incorporate dimensional
severity ratings into the existing DSM disorder criteria sets (cf. Brown & Barlow, 2005). While
this assessment system possesses several advantages over comparatively modest dimensional
alternatives (e.g., better capture salient clinical features that would not be recognized when
adhering to DSM differential diagnosis decision rules; evaluation of core dimensions of
temperament), researchers would be faced with many challenges in the development and
implementation of this approach. A key consideration is clinical utility and all its components
(e.g., acceptability and proper use by clinicians; First, 2005; First et al., 2004). Based on
practical considerations, it may be difficult to envision a diagnostic classification system that
is fully devoid of nominal elements. For instance, it has been argued that categorical diagnoses
have greater clinical utility for endeavors such as clinical communication among practitioners
and medical record keeping (First, 2005). Thus, the question arises as to what level could a
dimensional system best exist in the formal nosology. A less radical approach would entail
using the dimensional system to complement categorical diagnosis. In other words, although
the primary emphasis would remain on the extant DSM classification system, a dimensional
profile such as the one illustrated in Figure 2 could be used in tandem with categorical diagnoses
to recognize important clinical features that would otherwise be ignored by DSM (e.g., core
dimensions of temperament, symptoms subsumed by another condition). However, this
intermediate position could be viewed as unsatisfactory because it would perpetuate many of
the most serious practical and empirical drawbacks associated with the categorical system (e.g.,
high comorbidity and modest reliability of disorders).

Akin to proposals for the personality disorders (e.g., Widiger, Costa, & McCrae, 2002), a bolder
approach would entail a nosological system that is driven by dimensional assessment and
classification. In this scenario, a profile such as the one illustrated in Figure 2 would be
generated for a patient via the administration of dimensional measures. Subsequently,
categorical diagnostic labels, guided by empirically derived cut-points, would be assigned that
characterize the patient’s dimensional profile (along the lines of the methods used in the
MMPI). If a viable assessment system was developed, this approach would reconcile many
common sources of diagnostic unreliability as well as the problem of high or distorted disorder
comorbidity. But considerable work would be required to develop and validate an assessment
system that is accepted and used in clinical and research settings alike.

While the constructs in Figure 2 are firmly established in the empirical literature and are well-
known by most practitioners, they are currently assessed by a disparate array of clinician-
administered and self-report measures. To be implemented feasibly in clinical practice, a single
multidimensional measure of temperament, mood, avoidance, and foci of AN would have to
be developed and validated. Another practical issue is that the dimensional system would
require evaluation of the full spectrum of emotional disorder psychopathology. This would be
a distinct departure from the manner by which diagnoses are currently made in clinical practice
(i.e., determination of whether a patient’s clinical presentation corresponds to the criteria set
for a specific DSM disorder). To avoid unreasonable time demands on the clinician, a greater
emphasis on self-report may be required to assess each component of the dimensional profile
(cf. Widiger et al., 2002). In addition to its own practical issues (e.g., cost, availability, time
demand on patient), self-report assessment is often less capable than clinical interviewing in
capturing some aspects of a clinical presentation such as the duration, temporal sequence, and
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functional relationships of symptoms. However, whereas these aspects are germane to the
DSM (e.g., determination of whether the symptoms of a disorder are better accounted for or
occur during another disorder), they would be less relevant to a nosology based on dimensional
profiling where the emphasis is on the patterning and severity of common features rather than
differential or hierarchical diagnosis and symptom counts.

Nevertheless, as has been repeatedly evidenced in the personality disorders literature (cf.
Samuel & Widiger, 2006; Verheul, 2005), various concerns about clinical utility would likely
be cited as primary reasons for why a dimensionally based classification system should not
replace categorical DSM anxiety and mood diagnoses. These objections often pertain to
concerns that clinicians would find a dimensional system unacceptable because they are
unfamiliar with the dimensions, they perceive the dimensional classification system as overly
cumbersome, they believe it will hinder communicating clinical information to patients and
mental health professionals, or that the dimensions could not be used to guide treatment
decisions or predict clinical course and prognosis (First et al., 2004; Samuel & Widiger,
2006; Verheul, 2005). However, there is some evidence that these concerns may be unfounded.
For instance, in a study by Samuel and Widiger (2006), 245 practicing psychologists evaluated
personality disorder cases using both the dimensional five-factor model (FFM) and the DSM-
IV and then rated both assessment systems on several aspects of clinical utility. Despite the
fact that the clinicians indicated that they were much less familiar with the FFM than DSM-
IV, ratings on the ease of application of these assessment systems did not differ. Interestingly,
the FFM was consistently rated as significantly more useful than the DSM-IV assessment model
on several dimensions of clinical utility (e.g., better at providing a global description of the
patient’s personality, communicating information to patients, capturing all of the patient’s
clinically salient personality difficulties, and assisting the clinician in developing effective
treatments).

It would be important to ascertain whether a dimensional classification system for anxiety and
mood disorders is associated with comparable levels of clinical utility and acceptability found
in the personality disorders literature (e.g., Blais, 1997; Samuel & Widiger, 2006; Sprock,
2003). Key to this endeavor would be the explication and validation of nominal cut-points or
dimensional profiles necessary to inform clinical decisions (e.g., treatment planning and
prognosis) and to facilitate communication among clinicians, patients, third-party payors, and
so forth. Indeed, it might be argued that this empirical necessity is daunting to an extent that
it undermines the potential realization of a dimensional system. However, as has been detailed
in this article, one must be mindful of the fact that the DSM’s categorical diagnostic thresholds
for mental disorders (i.e., the cut-point indicating the presence/absence of psychopathology)
were set primarily by panel consensus (i.e., the various DSM workgroups) but are not grounded
by strong empirical evidence. Indeed, the existence of a dimensional assessment system would
launch the quest to establish empirically supported cut-points, an endeavor that has not been
undertaken in DSM and perhaps which could not be compellingly addressed under this system
(e.g., given the DSM’s reliance on nominal diagnoses and diagnostic criteria, cut-points in
DSM are predetermined). Moreover, the possibility exists that this scientific venture would
identify different sets of cut-points for a given dimension or dimensional profile to guide
different clinical judgments, decisions, and predictions (e.g., inform the appropriate level or
type of clinical intervention). This can only be accomplished through the analysis of the rich
array of clinical information garnered by dimensional assessment, but which is lost or distorted
by binary judgments of the presence or absence of psychopathology.
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Figure 1. Structural Model of the Interrelationships of DSM-IV Disorder Constructs and Negative
Affect, Positive Affect, and Autonomic Arousal
Completely standardized estimates are shown (path coefficients with asterisks are statistically
significant, p < .01). Figure reproduced from Brown, T.A., Chorpita, B.F., & 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.
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Figure 2. Example Profile of Patient Evaluated with a Dimensional Classification System
Note. AN = anxiety-neuroticism, BA/P = behavioral activation-positive affect, DEP = unipolar
depression, MAN = mania, SOM = somatic anxiety, PAS = panic and related autonomic surges,
IC = intrusive cognitions, SOC = social evaluation, TRM = past trauma, AV-BI = behavioral
and interoceptive avoidance, AV-CE = cognitive and emotional avoidance; higher scores on
the Y-axis (0–100) indicate higher levels of the X-axis dimension, but otherwise the Y-axis
metric is arbitrary and used for illustrative purposes.
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Table 3

Examples of Avoidance Strategies

Avoidance Strategy Disorder Often Associated

I. Behavioral and Interoceptive Avoidance

 Situational avoidance/escape

  Avoidance/escape from phobic situations (e.g., crowds, parties, elevators, public speaking, theaters, animals) PD/A, SOC, SPEC

 Subtle behavioral avoidance

  Avoidance of eye contact (e.g., wearing sunglasses) SOC

  Avoidance of sensation-producing activities (e.g., physical exertion, caffeine, hot rooms) PD/A

  Avoidance of “contaminated” objects (e.g., sinks, toilets, doorknobs, money) OCD

  Perfectionistic behavior at work or home GAD, SOC, OCD

  Procrastination (avoidance of emotionally salient tasks) GAD, DEP

 Repetitive or ritualistic behaviors

  Compulsive acts (e.g., excessive checking, cleaning) OCD

II. Cognitive and Emotional Avoidance

 Cognitive avoidance/escape

  Distraction (e.g., reading a book, watching television) GAD, DEP, PD/A

  Avoidance of thoughts or memories about trauma PTSD

  Effort to prevent thoughts from coming into mind OCD, PTSD

  Worry GAD

  Rumination DEP

  Thought suppression All disorders

 Safety signals

  Carrying a cell phone PD/A, GAD

  Holding onto “good luck” charms OCD

  Carrying water or empty medication bottles PD/A

  Having reading material always on hand SOC, GAD

  Carrying self-protective materials (e.g., mace, siren) PTSD

Note. PD/A = panic disorder with/without agoraphobia, SOC = social anxiety disorder, SPEC = specific phobia, OCD = obsessive-compulsive disorder,
GAD = generalized anxiety disorder, DEP = depressive disorders (e.g., major depression, dysthymic disorder), PTSD = posttraumatic stress disorder.
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