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Abstract

The obsessive-compulsive (OC) spectrum has been discussed in the literature for two decades.

Proponents of this concept propose that certain disorders characterized by repetitive thoughts and/

or behaviors are related to obsessive-compulsive disorder (OCD), and suggest that such disorders

be grouped together in the same category (i.e., grouping, or “chapter”) in DSM. This paper

addresses this topic and presents options and preliminary recommendations to be considered for

DSM-V. The paper builds upon and extends prior reviews of this topic that were prepared for and

discussed at a DSM-V Research Planning Conference on Obsessive-Compulsive Spectrum

Disorders held in 2006. Our preliminary recommendation is that an OC-spectrum grouping of

disorders be included in DSM-V. Furthermore, we preliminarily recommend that consideration be

given to including this group of disorders within a larger supraordinate category of “Anxiety and

Obsessive-Compulsive Spectrum Disorders.” These preliminary recommendations must be

evaluated in light of recommendations for, and constraints upon, the overall structure of DSM-V.
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INTRODUCTION

For the past two decades, the concept of the obsessive-compulsive (OC) spectrum has been

discussed in the literature and increasingly studied.[1–10] The term “spectrum” has been used

to mean many things; in the literature, and in this paper, “OC spectrum” refers to a group of

disorders that are presumed to be distinct from, but related to, OCD, and which are

characterized by repetitive thoughts and/or behaviors. This concept implies that such

disorders might be grouped together in the same supraordinate category (i.e., grouping, or

“chapter”) in DSM. DSM-IV does not include a category of OC spectrum disorders

(OCSDs); in DSM-IV, candidates for inclusion in this category are classified under anxiety

disorders, somatoform disorders, impulse control disorders (ICDs) not elsewhere classified,

personality disorders, and disorders usually first diagnosed in infancy, childhood, or

adolescence. Hoarding disorder, which is considered in this review, is not in DSM-IV but is

a candidate for inclusion in DSM-V.[11]

This review will examine the relatedness of putative OCSDs to OCD and to selected other

disorders. The goal is to inform deliberations about DSM-V’s organization/structure –

namely, whether there is utility to including a category (i.e., grouping or chapter) of OCSDs

in DSM-V, and, if so, which disorders might be included in this category. Any approach

towards formulating how disorders might be categorized in DSM-V should be informed by

several principles. First, the approach should have clinical utility – i.e., be helpful to

clinicians in formulating diagnoses, assessing patients, and selecting appropriate

interventions, as this is DSM’s primary purpose. It should also have face validity and be

evidence-based to the extent possible.

This paper was commissioned by the DSM-V Anxiety, Obsessive-Compulsive Spectrum,

Post-Traumatic, and Dissociative Disorders Work Group. It represents the work of the

authors for consideration by the work group. Recommendations provided in this paper

should be considered preliminary at this time; they do not necessarily reflect the final

recommendations or decisions that will be made for DSM-V, as the DSM-V development

process is still ongoing. It is possible that this paper’s recommendations will be revised as

additional data and input from experts and the field are obtained. In addition, the

categorization of disorders discussed in this review needs to be harmonized with

recommendations from other DSM-V workgroups and the DSM-V Task Force for the

overall structure of DSM-V.

This paper builds upon and extends prior reviews of this topic that were prepared for and

discussed at a DSM-V Research Planning Conference on Obsessive-Compulsive Spectrum

Disorders. This conference, attended by 23 scientists from around the world in 2006, was

one of 13 DSM-V Research Planning Conferences that focused on the research evidence for

revisions of DSM-V and laid groundwork for the formal development of DSM-V. The

primary aim of the conference was to review the evidence that certain disorders may be

Phillips et al. Page 2

Depress Anxiety. Author manuscript; available in PMC 2014 April 14.

N
IH

-P
A

 A
uthor M

anuscript
N

IH
-P

A
 A

uthor M
anuscript

N
IH

-P
A

 A
uthor M

anuscript



related to OCD based on examination of similarities and differences in terms of

phenomenology, comorbidity, course of illness, and additional validating domains discussed

below. Papers from this conference have been published,[12, 13] and summaries are available

at www.dsm5.org. Because the present review covers many disorders and comparisons

among disorders, and because space is limited, all issues cannot be reviewed in detail.

Readers are encouraged to refer to publications from this conference, other prior

publications on this topic, and papers in this issue on individual disorders and on the

relationship between OCD and other anxiety disorders.[2, 13, 14]

STATEMENT OF THE ISSUES

1. Does available research evidence, and consideration of clinical utility and face

validity, support inclusion of a category (i.e., grouping, or chapter) of OCSDs in

DSM-V?

2. If an OCSD chapter of disorders is included in DSM-V, which disorders should it

include? If this category is not included, where might disorders discussed in this

review be classified?

3. If DSM-V includes a group of OCSDs, should they be in a separate chapter or

classified in the same chapter as another group of disorders?

SIGNIFICANCE OF THE ISSUES

DSM-IV contains 16 supraordinate categories (i.e., groupings, or chapters) of disorders --

for example, schizophrenia and other psychotic disorders, mood disorders, and anxiety

disorders. DSM-I had only three supraordinate categories,[15] and DSM-II had ten.[16] In

DSM-III, the number of categories was increased to 16, reflecting diagnostic classes

proposed by Washington University investigators.[17] These diagnostic classes were

subsequently handed down, with minor modifications, to DSM-III-R and DSM-IV.[18, 19]

They were based on clinical utility and enhancement of differential diagnosis.

How disorders are grouped together in DSM does not influence caseness (i.e., who receives

a particular diagnosis), because groupings do not affect diagnostic criteria. However, how

disorders are grouped has important implications. For example, disorders that are classified

together in the same section of DSM are generally presumed to be related to one another and

thus to perhaps have shared pathophysiology and etiology (although for most disorders,

etiology and pathophysiology remain to be determined). Related disorders may be highly

comorbid with one another, have an increased prevalence in family members, or have shared

evaluation and treatment elements; in such cases, optimally grouping disorders may usefully

guide clinical assessment and treatment approaches. Placing disorders in the same category

can also enhance diagnosis and differential diagnosis, as clinicians may pay particular

attention to differentiating disorders in the same grouping from one another. Not using such

groupings – for example, listing disorders randomly or in alphabetical order – would be

clinically unhelpful.
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METHODS

This review focuses on disorders commonly considered candidates for inclusion in an

OCSD grouping (also see Results section for a discussion of the selection of disorders for

this review). We use eleven validators, developed by the DSM-V Spectrum Study Group, to

examine similarities and differences between disorders and thus how closely related they

appear to be. These validators are: symptom similarity, high comorbidity among disorders,

course of illness, familiality, genetic risk factors, environmental risk factors, neural

substrates, biomarkers, temperamental antecedents, cognitive and emotional processing

abnormalities, and treatment response. These validators are based upon and extend those

proposed by Robins and Guze in 1970 and subsequently by others.[20, 21] The field has used

them to examine the validity of individual syndromes as well as the relatedness of disorders

to other disorders. Most of these validators were considered by the DSM-V Research

Planning Conference on the OCSDs. Because space is limited, it is not possible to present

comprehensive data on all 11 validators for all of the comparisons considered in this review.

Therefore, we focus on the most important findings regarding similarities and differences

with OCD and selected other disorders.

We also consider clinical utility. Clinical utility can, to some extent, be differentiated from

issues of diagnostic reliability and validity; in the context of diagnostic classification it

refers to considerations such as improving conceptualization of disorders, enhancing

communication, and helping to aid assessment and choose treatment.[22] There have also

been efforts in the field, and as part of the DSM-V process, to determine whether application

of latent structure statistical methods to nosological information (e.g., factor analysis and

latent class analysis) may be helpful in optimizing the structure of the classification

system.[23, 24] However, these approaches have limitations;[24, 25] in addition, data on OCD

are only occasionally available in these analyses, and data are lacking on most putative

OCSDs.

A literature search used WebofScience, PubMed, PsychINFO, and other relevant databases.

An initial broad search was undertaken for articles that directly address the relationship

between putative OCSDs, OCD, and other relevant disorders, and how these disorders might

be classified. Search terms included “obsessive-compulsive spectrum,” “obsessive

compulsive spectrum disorders,” “classification,” and the names of individual disorders.

More directed searches used the above validators developed by the DSM-V Spectrum Study

Group. There was no time limit to the search; only English language articles were sought.

This review additionally summarizes comorbidity and family study data from recent

secondary data analyses commissioned by the DSM-V Task Force; this work was also

supported by grants from the National Institutes of Health. These data have been reviewed

by the DSM-V Obsessive-Compulsive Spectrum Sub-Workgroup (Bienvenu OJ, et al,

unpublished data).
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RESULTS

The Obsessive-Compulsive Spectrum Concept and DSM-V Research Planning Conference

Earlier conceptualizations of the OC spectrum included a broad range and large number of

potential members.[9] Indeed, many candidate disorders were reviewed and discussed at the

DSM-V Research Planning Conference in 2006.[12, 13, 26] On the basis of literature reviews

presented at the conference, which examined a broad range of disorders and validators,

attendees concluded that the OC spectrum concept has merit but recommended that

relatively few disorders be included in this category.[13, 26] Attendees concluded that

research evidence most strongly supports inclusion of body dysmorphic disorder (BDD),

Tourette’s disorder, and hypochondriasis (although hypochondriasis was not reviewed in

detail). They also concluded that available evidence offers some support for inclusion of

hoarding (if hoarding is added as a separate disorder in DSM-V), obsessive-compulsive

personality disorder (OCPD), and eating disorders (as well as Sydenham’s/PANDAS,

although PANDAS may be better conceptualized as a possible OCD subtype, rather than a

separate disorder.[27] There was incomplete agreement about including trichotillomania, and

less support for including other grooming/habit disorders such as pathological skin picking.

Based on presented evidence, it was recommended that ICDs not be considered OCSDs.

We also mention here a recent survey of 187 OCD experts from around the world, as it is

unique and highly relevant to this review.[28] These experts concurred with attendees at the

DSM-V Research Planning Conference that if a new category of OCSDs is included in

DSM-V, it should be kept narrow. Support was greatest for including BDD (72% agreed),

trichotillomania (71% agreed), and tic disorders (61% agreed).[28] Support for including

hypochondriasis (57% agreed) and OCPD (45% agreed) was more mixed. Relatively few

experts agreed with including ICDs (33%) (excluding trichotillomania) or eating disorders

(28%), and very few agreed with including autism (9%) or addictions (5%). These findings

and those from the DSM-V Research Planning Conference influenced the disorders selected

for discussion in this review. (Classification of stereotypic movement disorder is discussed

in a separate review.[29])

Other recent reviews of this topic have been published; some support the OC spectrum

concept, whereas others do not. Storch and colleagues[30] discussed a very broad OCSD

construct, which included not only the disorders focused on in the present review but also

disorders such as ICDs and eating disorders.[31] They concluded, based on examination of a

number of validators, that OCD has many similarities with other anxiety disorders and that it

is premature to remove OCD from the anxiety disorders and classify it in a separate section

of broadly defined OCSDs in DSM-V. In contrast, Hollander and colleagues[14] were more

positive about the value of including a new category of OCSDs in DSM-V. Stein

emphasized that there was unlikely to be a single criterion that would allow a decision about

this complex matter; instead, good judgment would be needed to weigh a range of

considerations, including those pertaining to diagnostic validity and clinical utility.[32]
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Theoretical Approaches

Various theoretical approaches have been taken toward the OC spectrum concept. Some

approaches have been substantially informed by experience in clinical settings with different

treatments. After serotonin reuptake inhibitors were introduced and demonstrated to be

selectively efficacious for OCD,[33] research assessed their efficacy for various disorders

characterized by unwanted repetitive thoughts or behaviors. Some putative OCSDs, such as

BDD, may also selectively respond to this medication class.[34–37]

In recent decades, a range of additional research has informed the field’s views, including

research on the phenomenology of putative OCSDs as well as functional brain imaging

research, cross-cultural and epidemiological research, and animal research on habits.[38, 39]

Thus, we are closer to developing a view that is more translational, developmental, and

evolutionary, rather than informed primarily by treatment response (which is somewhat non-

specific). This kind of evidence, too, was summarized in the DSM-V Research Planning

Conference on OCSDs.[12, 13, 26]

Animal motoric habits seem fairly analogous to certain human stereotypies (including those

in stereotypic movement disorder, intellectual disability, or pervasive developmental

disorders) and to tics in patients with tic disorder.[39] We might term these behaviors

“motoric,” or “lower-order, repetitive behaviors.” These behaviors may also have some

phenomenological and psychobiological overlap with hair-pulling in trichotillomania and

with certain other body-focused repetitive symptoms (e.g., compulsive skin-picking).[29]

From a psychological perspective, these behaviors may be undertaken to modulate self-

arousal.[29]

It is more difficult to develop animal models of the more complex symptoms of OCD and

cognitively focused OCSDs;[40] we might term these “cognitive,” or “higher-order,” OC

symptoms. In humans, OCD is characterized by concerns in several different dimensions,

including harm, cleanliness, order/symmetry, and possibly hoarding, [27] Candidate OCSDs

with a prominent cognitive component focus on concerns about appearance (BDD) and

health (hypochondriasis, or health anxiety disorder), and fears of discarding or not having

available personally valuable possessions (hoarding disorder). Compulsions may be seen as

a means of reducing anxiety induced by triggering obsessions or to neutralize future

threat.[41] Indeed, there appears to be some overlap between some of these disorders (see

below) in terms of symptoms and other validating domains, such as possible involvement of

orbitofronto-striatal-thalamic circuitry.

A third group of repetitive behaviors are classified in DSM-IV as ICDs not elsewhere

classified, which have also been termed “behavioral addictions.”[13, 26, 42] Substance

addiction seems to be driven initially by brain reward systems and then becomes habitual in

nature; this may also apply to some of the behavioral addictions.[43] Whether these disorders

should be construed as “compulsive,” ‘impulsive,” or “impulsive-compulsive” is

controversial. There may be some overlap in the underlying psychobiology of OCD and

certain behavioral addictions,[44] although, as noted above, with the possible exception of

trichotillomania, a review of relevant research suggests more differences than similarities

Phillips et al. Page 6

Depress Anxiety. Author manuscript; available in PMC 2014 April 14.

N
IH

-P
A

 A
uthor M

anuscript
N

IH
-P

A
 A

uthor M
anuscript

N
IH

-P
A

 A
uthor M

anuscript



between these disorders and OCD.[42] In addition, clinical approaches to assessment and

treatment differ.[43]

We now turn to a discussion of individual disorders.

Body Dysmorphic Disorder (BDD)

DSM-IV classifies BDD, a distressing or impairing preoccupation with an imagined or slight

defect in appearance, as a somatoform disorder. However, BDD shares features with OCD,

social phobia, eating disorders, and major depressive disorder (MDD).[2, 7, 45–53] Three

published studies directly compared BDD to OCD across a broad range of clinical

features,[54–56] other studies compared them in selected domains,[57–64] and two studies

directly compared BDD to eating disorders.[52, 65] No published studies to our knowledge

have directly compared BDD to other disorders, including somatoform disorders. More

comprehensive reviews of BDD’s relationship to OCD,[66] eating disorders,[67] and other

disorders[68] can be found elsewhere.

Symptom Similarity—OCD and BDD are both characterized by recurrent, time-

consuming, intrusive, persistent, and unwanted thoughts.[69] These thoughts cause anxiety or

distress and are usually resisted to at least some extent.[54] Nearly all BDD patients perform

compulsive behaviors (e.g., mirror checking)[67, 70, 71] that are similar to OCD compulsions.

They are repetitive, time-consuming, difficult to resist or control, and not pleasurable; are

performed intentionally, in response to an obsession; and aim to reduce anxiety or

distress.[54, 66] Direct comparison studies with the Yale-Brown Obsessive-Compulsive

Scale[72] and a slightly modified version for BDD[73] found that scores for preoccupations/

obsessions and compulsive behaviors did not significantly differ for BDD vs OCD,

suggesting similarities in these symptoms.[54, 55]

However, insight is poorer in BDD than in OCD, with 27–60% of BDD patients currently

having delusional beliefs versus only 2% of OCD patients.[55, 74–76] Some BDD

compulsions do not appear to follow a simple model of anxiety reduction, which is common

in OCD.[77] Core beliefs in BDD appear to focus more on unacceptability of the self (e.g.,

being inadequate, worthless, or unlovable);[78] such negative self-focused thoughts also

occur in social phobia[79] and MDD.[80] And preliminary data suggest suicidality rates may

be higher in BDD than in OCD.[54, 55]

Shared features with social phobia include high social anxiety and social

avoidance,[51, 81, 82] low extraversion,[83] embarrassment, and shame.[50] However, one

study found that BDD was characterized by relatively low levels of fear of being negatively

evaluated by others as a person (in a nonphysical sense), which may differ from social

phobia.[68] And unlike social phobia, BDD usually involves compulsions as a prominent

symptom.

Eating disorders and BDD share body image preoccupation, dissatisfaction, and distress,

which appear equally severe in both disorders.[52, 65] Some BDD patients diet and

excessively exercise.[70, 71] However, dissatisfaction and preoccupation involve more

diverse body areas in BDD.[52, 65, 70] And compared to patients with eating disorders, those
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with BDD appear to have more negative self-evaluation and self-worth due to appearance

concerns, more avoidance of activities due to self-consciousness about appearance, and

poorer functioning and quality of life due to appearance concerns.[52, 65]

BDD and MDD share low self-esteem,[84, 85] similar core beliefs,[78, 80] and rejection

sensitivity,[86, 87] but compulsions do not occur in MDD. BDD appears to have few

similarities with somatoform disorders. For example, in BDD, concern about bodily

malfunctioning is uncommon,[67] and somatic/somatization symptoms are elevated but do

not appear higher than in other psychiatric disorders.[88] In addition, women with BDD are

less alert to being or becoming ill compared to population norms.[89]

Comorbidity—In studies of BDD’s clinical features (n=293 and n=200), a high proportion

of BDD subjects have comorbid lifetime OCD (32%-33%).[71, 90] Comorbid lifetime MDD

(75–76%) and social phobia (37%–39%) are even more common,[71, 90] although these

disorders have higher base rates than OCD does.[91, 92] Lifetime anorexia nervosa or bulimia

nervosa occur in 10–15% of BDD subjects; only 2–7% have a comorbid somatoform

disorder.[71, 90] Conversely, BDD’s lifetime prevalence ranges from 3–37% in patients with

OCD (average of 15–20% across studies), 8–42% in MDD, 11–13% in social phobia, and, in

one study, 39% of hospitalized patients with anorexia nervosa.[6, 49, 54, 87, 93–100] In a

blinded and controlled study, BDD was more common in OCD subjects than in community

controls (Bienvenu et al., unpublished data).[6]

Three BDD-OCD comparison studies found no significant differences in lifetime

comorbidity for many disorders, but two of the three studies found that subjects with BDD

were more likely than those with OCD to have lifetime MDD and substance use

disorders.[54–56]

Course of Illness—BDD’s mean age at onset is 16–17.[70, 71] Two BDD-OCD

comparison studies found no significant difference in age at onset,[54, 55] but one study

found earlier onset for BDD.[56] BDD’s mean age at onset is similar to that of anorexia

nervosa, somewhat later than that of social phobia, and somewhat earlier than that of MDD

and bulimia nervosa.[92, 101, 102]

BDD appears to usually be chronic.[103] Studies using methods nearly identical to those in a

prospective BDD course study[103] found similarly low remission rates for OCD, social

phobia, and anorexia nervosa,[104–106] but higher remission rates for MDD and bulimia

nervosa.[106, 107] In the BDD study, which examined time-varying associations between

BDD and comorbid disorders, change in the status of BDD and MDD were closely linked in

time, with MDD improvement predicting BDD remission, and, conversely, BDD

improvement predicting MDD remission.[108] OCD improvement predicted BDD remission,

but BDD improvement did not predict OCD remission; no significant longitudinal

associations were found for BDD and social phobia (social phobia and OCD results were

less numerically stable). These findings suggest that BDD may be etiologically linked to

MDD and OCD. However, BDD does not appear to simply be a symptom of these comorbid

disorders, as BDD persisted in a sizable proportion of subjects who remitted from them.[108]
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Familiality—In a blinded family history study, first-degree relatives (n=325) of BDD and

OCD probands did not significantly differ in terms of lifetime OCD, social phobia, MDD, or

somatoform disorders.[54] In a blinded and controlled family study, BDD was more common

in first-degree relatives of OCD probands than in relatives of control probands, whether or

not case probands also had BDD.[6] Bienvenu et al (unpublished data) replicated this result

with a larger sample of case families. The latter studies suggest BDD may be part of a

familial OCD spectrum.

Genetic and Environmental Risk Factors—In a small candidate gene study of BDD

subjects and healthy controls, association was shown for GABAA-γ2 (5q31.1-q33.2)[66] but

not 5-HT1D-β (5HT1B), which has been associated with OCD.[109] BDD subjects appear to

have a high prevalence of childhood abuse and neglect;[110, 111] such experiences are found

in many disorders, including OCD, MDD, social phobia, and eating disorders[111–113] and

thus may not substantially inform the question of BDD’s relatedness to other disorders.

However, in one study, childhood emotional abuse and sexual abuse were more common in

BDD than in OCD (28% vs 2%, and 22% vs 6%, respectively).[111]

Neural Substrates—No neuroimaging studies have directly compared BDD to other

disorders. A small MRI study found a leftward shift in caudate volume asymmetry and

greater total white matter volume in BDD than control subjects.[114] A second small study

similarly found greater total white matter volume in BDD relative to controls, as well as

smaller orbitofrontal cortex and anterior cingulate and larger thalamic volumes.[115]

However, a third study found no significant volumetric differences in BDD vs healthy

controls.[116] These studies’ results differ from OCD,[117] although the first two studies’

findings can be considered partially consistent with conceptualization of BDD as an

OCSD.[114] A small BDD SPECT study showed relative perfusion deficits in bilateral

anterior temporal and occipital regions and asymmetric perfusion in the parietal lobes,[118]

unlike OCD.

In an fMRI study, while matching photographs of faces, BDD subjects showed greater left

hemisphere activity than controls (particularly in lateral prefrontal cortex and temporal lobe)

and abnormal amygdala activation.[119] In another study, BDD subjects, compared to

controls, had relative hyperactivity in left orbitofrontal cortex and bilateral head of the

caudate when viewing a photograph of their own face vs. a familiar face.[120] This finding

provides preliminary evidence of a possible similarity between BDD and OCD in functional

neuroanatomy of orbitofrontal-subcortical circuits, which may be associated with obsessive

thoughts and compulsive behaviors.[121, 122] However, the exaggerated left hemisphere and

amygdala activation in BDD differ from most OCD studies; amygdala activation in response

to face stimuli has been found in anxiety disorders, including social phobia.[123]

Biomarkers—In a small study, platelet 5-HT transporter binding density was significantly

lower in OCD, BDD, Tourette’s disorder, and ICDs than in controls, suggesting a shared

abnormality at the level of the pre-synaptic 5-HT transporter.[61]

Temperamental Antecedents—No longitudinal studies have prospectively examined

temperamental antecedents of BDD. Cross-sectional studies, however, indicate that patients
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with BDD, OCD, and eating disorders are more perfectionistic than healthy controls.[62, 124]

Low levels of extraversion and high levels of neuroticism have been found in BDD,[83]

social phobia,[79, 125] and MDD.[126–129] Harm avoidance is also higher in BDD, OCD,

social phobia, eating disorders, and MDD[130–135] than reported for healthy controls,

indicating that individuals with these disorders share an increased tendency for intense

adverse responses to aversive stimuli and behavioral inhibition in novel situations.[130–135]

Cognitive and Emotional Processing—BDD, OCD, and anorexia nervosa patients

share poor immediate and delayed visual recall on the Rey-Osterreith Complex Figure Test,

which is mediated by deficits in organizational strategy.[136–139] All three groups tend to

focus on details rather than the overall organization of visual stimuli (although BDD was not

directly compared to OCD or anorexia). These findings suggest dysfunction in frontal-

striatal circuits and prefrontal regions that mediate executive functioning.[136–139] However,

BDD subjects rate attractive faces as more attractive than do OCD subjects or healthy

controls.[62] And BDD subjects have more negative and threatening interpretations of

ambiguous social and appearance-related information than do OCD subjects.[58] Negative

interpretation of ambiguous social information has also been found in social phobia.[140] In

another study, relative to healthy control and OCD subjects, BDD subjects more often

misidentified emotional expressions as angry.[141]

Treatment Response—BDD and OCD share preferential response to SRIs as

monotherapy[34–37] (although very preliminary open-label studies raise the possibility that

BDD might also respond to venlafaxine and the anti-epileptic medication levetiracetam as

monotherapy).[142, 143] Both BDD and OCD require higher SRI doses than those typically

needed for MDD (although dose finding studies have not been done in BDD).[33, 35]

However, unlike OCD, neuroleptic augmentation of SRIs does not appear efficacious for

BDD (although data are limited).[35, 144, 145] While MDD, social phobia, and bulimia

nervosa respond well to SRIs, they also respond to other medications, which may not be the

case for BDD.[34,146–148] BDD appears to respond more frequently and robustly to SRIs

than does anorexia nervosa.[35,149]

CBT containing cognitive restructuring as well as exposure and response prevention appears

efficacious for BDD (although research is limited), and it is efficacious for near-neighbor

disorders.[36,37,147, 150–155] Exposure and response prevention are key elements of CBT for

OCD, which also often involves cognitive restructuring.[33, 156] In social phobia, cognitive

restructuring and exposure to feared social situations are core elements; prevention of safety

behaviors is used as needed.[157] CBT for BDD shares treatment elements with both OCD

and social phobia, but clinical experience indicates that because of their poor insight, BDD

patients are more difficult to engage in treatment and typically require more intensive

cognitive restructuring than OCD patients. CBT for BDD involves greater focus on response

prevention than social phobia does because compulsive behaviors are more characteristic of

BDD.[71] And unlike social phobia and OCD, habit reversal (for BDD-related skin picking

and hair plucking) and perceptual retraining are components of some BDD treatments.[158]

CBT has some, but fewer, shared features with CBT for MDD, eating disorders, and

somatoform disorders.
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Conclusions, Clinical Utility, and Preliminary Recommendations—While more

research is needed, BDD appears most similar to OCD and may be part of a familial OC

spectrum, consistent with views over the past century that BDD appears related to

OCD.[159–162] BDD and OCD have some similarities in all of the above domains. Data on

symptom similarity, comorbidity, and familiality offer the strongest support for BDD’s

relatedness to OCD, although other validators, such as treatment response, also indicate

some shared features. Emerging data from some validators, such as neural substrates,

suggest a possible relationship between these disorders, although data are still very limited,

and more research is needed, However, BDD also has similarities with social phobia and

some but fewer similarities with eating disorders and MDD. BDD seems least similar to

somatoform disorders; thus, classifying BDD with them does not seem warranted.

Classifying BDD as an OCSD would have clinical utility, as it might prompt clinicians to

consider comorbidity of BDD and OCD, a family history of BDD in OCD patients, and use

of somewhat similar treatment approaches. However, BDD and OCD have differences that

need to be considered (for example, poorer insight in BDD and the need for a somewhat

modified treatment approach), especially when treating BDD patients. If OCSDs are

classified with anxiety disorders in DSM-V, placing BDD within this grouping would be

reasonable, given BDD’s similarities to social phobia and its association with social phobia

in Japanese psychiatry.[51, 163]

Tourette’s Disorder and Chronic Tic Disorders

DSM-IV classifies tic disorders as disorders usually first diagnosed in infancy, childhood, or

adolescence.[164] This review focuses on Tourette’s disorder and chronic tic disorders.

Symptom Similarity—Direct comparisons of the symptoms of Tourette’s disorder and

OCD indicate that these disorders have some similarities.[165, 166] Both disorders involve a

sequence of events in which a stimulus precedes a largely habitual response. In adolescents

and adults with tic disorders, the stimulus is typically a sensory urge followed by a sudden,

rapid, recurrent, non-rhythmic, stereotyped motor movement or vocalization.[167–172]

However, a difference between these disorders is that compulsions are almost always (but

not necessarily) performed in response to mental ideational content,[173] whereas patients

with Tourette’s disorder report more sensory phenomena and many fewer cognitive

phenomena.[167] Additional similarities are that in both TS and OCD, many patients have

the need to perform the tic or the compulsion so they are “just right,”[167, 168] and a number

of ‘sensory phenomena’ frequently accompany OCD.[164, 166, 174] At times, it may be

difficult to distinguish complex motor tics that appear goal directed from compulsions

(which are not always preceded by obsessions). Both tics and obsessions can be suppressed

for brief periods of time, but in both cases discomfort and anxiety may be induced.[166, 167]

Comorbidity—Comorbid lifetime OCD ranges from 23% to 50% in patients with

Tourette’s disorder.[49, 174] Conversely, comorbid lifetime tic disorders affect nearly 30% of

OCD patients.[5] (Bienvenu, unpublished data). Given that tic disorders affect an estimated 1

in 10,000 of the population, these markedly elevated rates suggest that tic disorders and
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OCD may be related. In one study, comorbid tic disorders were significantly more prevalent

in OCD patients than in patients with either panic disorder or social phobia.[5]

Course of Illness—Both Tourette’s disorder and OCD may have early onset (childhood

or adolescence) and an extended course.[175] The median age of Tourette’s disorder onset is

5.5 years.[176] In contrast, while OCD may begin prepubertally, it often begins later in life

(e.g., during or after pregnancy),[5] with a median age of onset from 13 to 20 years of

age.[49, 174, 175] Chronic tics, Tourette’s disorder, and OCD symptoms may both wax and

wane in severity.[164–166, 172, 174] Tic disorders often peak in severity in early adolescence

and show a noticeable decline by early adulthood;[169] early onset OCD (<10 years)

frequently shows a similar course.[178–180]

Familiality—Family-genetic studies reveal an increased risk of tics, Tourette’s disorder,

and OCD among first-degree relatives of Tourette’s disorder probands (compared to control

probands), with a higher prevalence of OCD among females relatives (up to 15%) and a

higher prevalence of tics (up to 20%) and Tourette’s disorder (up to 17%) among male

relatives, independent of whether Tourette’s disorder probands have co-morbid

OCD.[176, 177, 181–186] Conversely, there is an increased prevalence of tics in relatives of

OCD probands (6.2%) compared to relatives of controls (1.7%).[183] These findings offer

fairly strong support for a familial relationship between Tourette’s disorder, tics, and OCD.

Genetic and Environmental Risk Factors—There is evidence that Tourette’s disorder

has a genetic basis[187–190] and that environmental factors, including psychosocial

stress,[188] interact with genetic factors to influence severity and course of the

syndrome.[189] There is some evidence that some specific genes confer vulnerability for

TS[177, 187–190] and others for OCD,[182–185] with both OCD and tic disorders rarely

associated with the same single genetic variants.[188, 189] Gene pathways involving

neurotransmitter (serotonin, dopamine, glutamate) and neurodevelopmental (synaptic,

homeobox) domains have been examined, but more complex genetic mechanisms of TS and

OCD remain largely unexplored.[183] A major gene for TS and/or OCD has not yet been

identified, probably owing to both genetic and phenotypic heterogeneity of these disorders.

Neural Substrates—Extensive neuroimaging evidence indicates the presence of

abnormalities in frontostriatal circuits in children and adults with Tourette’s disorder and

OCD.[191–197] These frontostriatal circuits are thought to subserve regulatory control, for

example, the ability to resist an underlying urge to move or to perform a compulsive

behavior.[194, 197] On average, caudate nucleus volume is 5% smaller in both children and

adults with Tourette’s disorder than in healthy controls, and caudate nucleus volume in

childhood is predictive of both future Tourette’s disorder and OCD symptom severity in

early adulthood.[191]

Functional neuroimaging studies have found that voluntary tic suppression involves

deactivation of the putamen and globus pallidus, coupled to partial activation of prefrontal

cortex and caudate nucleus.[192] Patients with Tourette’s disorder exhibit decreased activity

in the caudate and thalamus, together with increased activity of the lateral and medial

premotor cortex, supplementary motor areas, anterior cingulate gyrus, dorsolateral-rostral
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prefrontal cortex, inferior parietal cortex, putamen, caudate, primary motor cortex, Broca’s

area, superior temporal gyrus, insula, and claustrum.[193, 194] Vocal tics appear to activate

prerolandic and postrolandic language regions, as well as insula, caudate, thalamus, and

cerebellum. Thus, compared to OCD, Tourette’s disorder appears to activate cortical areas

other than the orbitofrontal cortex,[195–198] especially sensorimotor brain areas. While OCD

involves more ventral structures, with hyperactivation of orbitofrontal-caudate-thalamic-

cortical areas, circuits involved in Tourette’s disorder encompass projections of primary,

secondary, and somatosensory cortex to the putamen and dorsolateral caudate nucleus,

putamen, and globus pallidus.

Biomarkers—There is not yet strong evidence for specific Tourette’s disorder biomarkers.

Temperamental Antecedents—Only two studies have investigated temperament and

character in Tourette’s disorder (neither had a prospective longitudinal design), and no

studies have directly compared Tourette’s disorder and OCD. One study found that harm

avoidance tend to be higher in patients with Tourette’s disorder and comorbid OCD than in

patients with Tourette’s disorder alone,[199] which was associated with reward deficiency in

another study.[200]

Cognitive and Emotional Processing—Neuropsychological studies of OCD and

chronic tic disorders have been characterized by inconsistent findings, which may be due to

small sample sizes, the range of neuropsychological tasks performed, and disorder

heterogeneity.[201–206] Only a few studies[207] have directly compared participants with

Tourette’s disorder and participants with OCD on neurocognitive measures sensitive to

frontal-striatal system dysfunction while controlling for each disorder’s comorbidity with

the other. In one study that compared children with Tourette’s disorder alone or with OCD

alone,[207] neither group demonstrated the pattern of memory deficits expected of frontal-

striatal dysfunction (encoding deficits with intact recognition) and reported in the adult OCD

literature.[208] In another study, direct comparisons between Tourette’s disorder and OCD

subjects found significantly greater deficits for recognition memory latency and Go/No-go

reversal for OCD subjects, and quality of decision-making for Tourette’s disorder

subjects.[207, 209] Like Tourette’s disorder patients, OCD patients performed significantly

worse than controls in the inhibition of cognitive interference (Stroop test).[210] Finally,

there is evidence that both TS and OCD are associated with procedural, as opposed to

declarative, memory deficits.[209, 211, 212]

Treatment Response—Tics respond well to neuroleptics (typicals or atypicals), whereas

OCD selectively responds to SRIs.[33, 213] Nevertheless, serotonergic pathways may play a

role in the physiology of Tourette’s disorder,[214, 215] especially in patients with concomitant

sensory phenomena.[216] Neuroleptic augmentation is effective for treatment-resistant OCD,

especially OCD patients with comorbid tics,[217–220] indicating some overlap between

Tourette’s disorder and OCD treatments. Dopaminergic receptor density (D2) may be

decreased[221] and the dopaminergic transporter may be increased in the basal ganglia of

OCD patients.[222] Also, serotonergic neurons produce inhibitory tonus on dopaminergic
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neurons in the basal ganglia, suggesting that SRIs can also affect dopaminergic

mechanisms.[39]

Exposure and response prevention (ERP) is the therapy of choice for OCD.[223, 224] ERP is

also emerging as a promising treatment for Tourette’s disorder.[225] The most studied and

best-established behavioral technique for Tourette’s disorder and other tic disorders is habit

reversal training, which consists of awareness training, self-monitoring, relaxation training,

competing response training, and contingency management.[226, 227] However, there are

similarities between ERP and HRT, such as encouraging patients to resist engaging in the

compulsion or tic behavior.

Taken together, treatment findings suggest a large number of differences in treatment

approaches for OCD and Tourette’s disorder, although some elements are similar.

Clinical Utility, Conclusions, and Preliminary Recommendations—The above

data suggest both similarities and differences between Tourette’s disorder and OCD. Certain

validators indicate that OCD and Tourette’s disorder are closely related. Perhaps the most

compelling data comes from family-genetic studies. Comorbidity studies also indicate that

these disorders may be related. However, they do have some clinically important differences

– e.g., treatment response.

From the perspective of clinical utility, including tic disorders in an OCSD grouping may be

useful in encouraging clinicians to assess OCD in Tourette’s disorder patients and to assess

tics in those with OCD. However, because there are some differences between OCD and

Tourette’s disorder, and given the early onset of Tourette’s disorder and chronic tic disorder,

it would also be reasonable for these disorders to remain in a section of disorders usually

first diagnosed in infancy, childhood, or adolescence. If the latter category is not included in

DSM-V, then a reasonable option would be to include tic disorders in an OCSD grouping,

although alternative names for this category would need to be considered, and the text would

need to clarify the important distinctions between tic disorders and OCD.

Trichotillomania (TTM) and Other Grooming Disorders

DSM-IV classifies trichotillomania (TTM) as an impulse control disorder (ICD) not

otherwise classified. Options for DSM-V include 1) continued inclusion of TTM in a section

on ICDs and 2) inclusion of TTM as an OCSD. (This issue is also addressed in a separate

review on TTM.[29] The relevant evidence base addressing validators for comparisons of

TTM and ICDs, and of TTM with OCD and other anxiety disorders, is, however, relatively

sparse.

Symptom Similarity—A number of studies have undertaken detailed phenomenological

comparisons of patients with TTM and with OCD.[228, 229] In general, these studies indicate

that there are some symptom similarities. For example, TTM involves repetitive behaviors

and has important compulsive aspects, including various rituals preceding and following

hair-pulling (e.g., mouthing of the hair, biting of the root). However, TTM and OCD have

some differences; for example, patients with TTM do not describe obsessions preceding
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hair-pulling, and they often obtain a sense of gratification from their behavior. Lochner et al

reported that in contrast to OCD, all of their TTM subjects had good insight.[229]

Although TTM is currently classified as an ICD, as discussed in more detail in a separate

review[29] not all patients with TTM describe impulsive hair-pulling (i.e., they do not meet

TTM criteria B and C), and meeting criteria B and C is not predictive of increased

psychological symptoms, pulling severity, or functional impairment.

Comparisons of subjects with TTM and other body-focused repetitive behavioral symptoms,

such as skin-picking, indicate similarity in symptom phenomenology.[230, 231]

Comorbidity—Several studies indicate that OCD is more prevalent in individuals with

TTM than in controls, and, conversely, that TTM is more prevalent in individuals with OCD

than in controls[5, 49, 232] (Bienvenu et al, unpublished data), although one study did not find

this.[6] Both TTM and OCD are often comorbid with mood and anxiety disorders, as well as

a range of axis II disorders.[232] Nevertheless, there are distinctions in comorbidity patterns

between the two disorders. For example, Lochner et al reported that in 130 patients with

OCD and 49 patients with TTM, lifetime prevalence of a range of anxiety and putative

OCSDs was similar, but depression was more prevalent in OCD (66.9%) than TTM

(49.0%), and OCD was more likely to be associated with other psychiatric disorders in

general than was TTM.[229]

Richter et al compared lifetime rates of TTM in 98 OCD subjects, 86 panic disorder

subjects, and 93 social phobia subjects, finding that TTM was significantly more common in

OCD (9%) than in the other disorders (1–2%), suggesting that they may be related.[5] Skin-

picking and tic-related conditions were also significantly more prevalent in OCD than in

panic disorder patients.

Lifetime rates of TTM may be elevated in some ICDs such as compulsive sexual behavior

(6%)[233] and kleptomania (10%),[234] although systematic comparisons with control groups

are needed. However, TTM has relatively low comorbidity with other ICDs, particularly

substance use disorders.[229, 232] Furthermore, research on other ICDs (e.g., pathological

gambling, pyromania, intermittent explosive disorder) has found little if any co-occurrence

with TTM.[235, 236] TTM is often comorbid with stereotypic behaviors, including skin-

picking.[232, 237]

Course of Illness—Both TTM and OCD may have early onset (e.g., childhood or

adolescence) and extended course.[238] TTM’s mean age of onset is, however, relatively

narrow, with the large majority of cases beginning around puberty.[239] In contrast, age at

onset in OCD has a broader distribution; OCD may begin prepubertally as well as at other

times in the life course (e.g., during or after pregnancy).[240] For example, in a sample of

similarly recruited subjects, mean age of onset in OCD was 19.3 and for TTM was 11.8.[229]

Age of onset for most ICDs is generally later than that for TTM (adolescence or early

adulthood).[241] There are few data on long-term outcomes in TTM, but there is some

evidence that, as in OCD, these are also somewhat variable.[238]
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Familiality—Family studies indicate a familial relationship between OCD and TTM,

although neither condition appears very common in first-degree relatives of probands with

the other condition. For example, a study of 16 TTM patients without OCD found that 5% of

65 case relatives had OCD, compared to 0% of 90 relatives of 18 normal controls.[242]

Similar and statistically significant findings were reported in a family history study of 22

TTM patients.[243]

The few data that exist may also suggest a relationship between TTM and other disorders.

Schlosser et al reported that first-degree relatives of TTM probands were significantly more

likely to have substance use disorders (21.6% alcohol use disorders and 14.7% drug use

disorders) than relatives of non-ill comparison subjects (7.7% alcohol use disorders and

2.2% drug use disorders).[243]

Bienvenu et al found an increased rate of any grooming disorder (TTM, skin-picking, or

nail-biting) in probands with OCD compared with controls, as well as in first-degree

relatives of OCD probands compared with controls; TTM was uncommon in the sample.[6]

Bienvenu et al. (unpublished data) recently replicated these results using a much larger

sample of families; although TTM was not common, the prevalence of TTM was higher in

relatives of OCD-affected probands than control relatives, independent of TTM in probands.

Skin picking was a more common condition, affecting substantially more OCD case

probands than control probands; skin picking was also more common in case than control

relatives, and this condition “ran in the families” independently of skin picking in probands

and OCD in relatives.

Genetic and Environmental Risk Factors—Genetic and environmental risk factors for

TTM are not well elucidated. As in OCD, there may be greater vulnerability after early

exposure to adversity or trauma,[230] but with little evidence that this association is specific.

Patients with the same rare gene variants may present with TTM, OCD, or Tourette’s

disorder.[244–246] Such variants have not been well explored in ICDs or other body-focused

repetitive behaviors. It has been hypothesized that common gene variants also share some

overlap in OCD and TTM,[247] but the evidence-base is too thin to go beyond the

speculative.

Neural Substrates—OCD has been associated with altered findings in cortico-striatal-

thalamic circuitry.[248] These circuits also play a role in TTM, but there are fewer studies,

and findings have been somewhat inconsistent. For example, left putamen volume was

significantly smaller in TTM subjects than in healthy controls in a small study,[249] but

another study using a similar design did not confirm this finding.[250] Additionally, there is

limited evidence that TTM involves areas (e.g., amygdalo-hippocampal formation,

cerebellum) that have not been strongly implicated in OCD.[251, 252])

Biomarkers—There have been few studies of biomarkers in TTM and none that directly

compare TTM and OCD. Ninan et al found no differences in CSF metabolites in TTM and

healthy controls,[253] in contrast to a number of OCD studies.[254]

Phillips et al. Page 16

Depress Anxiety. Author manuscript; available in PMC 2014 April 14.

N
IH

-P
A

 A
uthor M

anuscript
N

IH
-P

A
 A

uthor M
anuscript

N
IH

-P
A

 A
uthor M

anuscript



Temperamental Antecedents—There has been little work on temperament in TTM. A

comparative study of the Temperament and Character Inventory in subjects with TTM and

OCD showed higher harm avoidance and lower novelty seeking in OCD, although both

groups had high harm avoidance compared to published norms.[229]

Cognitive and Emotional Processing—Several studies have compared

neuropsychological findings in OCD and TTM. Although not all data are consistent,

findings have often emphasized differences in the pattern of deficits.[255] For example,

Chamberlain et al reported that impairment in inhibition of motor responses was worse in

trichotillomania than in OCD, whereas patients with OCD but not trichotillomania had

deficits in cognitive flexibility.[255] It is possible that impaired inhibition of motor responses

cuts across a number of OCSDs including tic disorders, whereas other neurocognitive

deficits are more specific to each of these conditions, but further work is needed to address

fully such a hypothesis.

Treatment Response—An early trial found that clomipramine (CMI) was more effective

than desipramine in TTM, mirroring findings in OCD.[195, 256] There is also a small

literature suggesting that augmentation of SRIs with dopamine blockers may be useful in

TTM, as in OCD.[257, 258] Nevertheless, there appear also to be important differences in

pharmacotherapy response, including inconsistent evidence in TTM for efficacy of the SRIs,

and less evidence of maintained response to either clomipramine or SSRIs.[259] It is possible

that TTM, and perhaps certain body-focused repetitive behaviors (such as skin picking),

respond to agents that are ineffective in OCD – e.g., low-dose atypical neuroleptics as

monotherapy or n-acetylcysteine, although data are not definitive.[260, 261] TTM may also

respond to some interventions used for other ICDs (e.g., naltrexone),[258] although available

data are too limited to draw definitive conclusions. ERP is efficacious for OCD, whereas

habit reversal is efficacious for TTM, Tourette’s disorder, and body-focused repetitive

behavioral problems such as skin picking[226, 262] (although, as noted earlier, habit reversal

and ERP have some overlapping features).

Conclusions, Clinical Utility, and Preliminary Recommendations—As discussed

above, there is some degree of overlap between OCD and TTM on a number of validators,

although this overlap is partial at best. For example, there is evidence of partial overlap (as

well as some distinctions) in the neurocircuitry, family history, and neurogenetics of OCD

and TTM (although data are still limited for TTM). In contrast, TTM does not appear closely

related to other ICDs or behavioral addictions, such as pathological gambling. For example,

there is little evidence of comorbidity of TTM with other ICDs or overlap in underlying

psychobiology.

Although more research is needed, TTM may overlap phenomenologically and

psychobiologically more with other body-focused repetitive behavioral disorders, such as

skin-picking disorder, than with OCD. If body-focused repetitive behaviors are not classified

in a separate category in DSM-V, then there is some evidence that they should be

categorized as motoric OCSDs.
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From the viewpoint of clinical utility there are both advantages and disadvantages of

classifying TTM as an OCSD. The DSM-V text should clarify that TTM is not simply OCD,

as there are some differences in these disorders’ core features, assessment, and treatment.

Hypochondriasis (HYP)

This review examines hypochondriasis (HYP) and its relationship to OCD and, to a lesser

extent, to somatization disorder (SD) and panic disorder. We include SD because DSM-IV

classifies both SD and HYP as somatoform disorders, and some studies suggest that they are

related. We also discuss panic disorder, as both HYP and panic disorder involve health-

related anxiety, and some literature suggests that they have similarities.

Symptom Similarity—Several studies have compared HYP and OCD and/or panic

disorder. Neziroglu et al (n=16 subjects with HYP vs 22 subjects with OCD) found that

while both groups had similar levels of obsessionality, anxiety, and depression, HYP

subjects had less compulsivity, less insight, more somatic fear, and greater avoidance.[263]

Abramowitz et al (n=21 subjects with HYP vs 18 subjects with OCD) found that while the

two groups had similar beliefs about the probability of becoming ill, HYP patients had

greater health anxiety and more catastrophic beliefs about disease.[264] Deacon et al

compared HYP (n=23), OCD (n=21), and panic disorder (n=50).[265] Compared to OCD,

HYP subjects had comparable levels of bodily vigilance and intolerance of uncertainty but

greater health anxiety and fewer OC symptoms. Compared to panic disorder, the HYP

patients had comparably low levels of OC symptoms and high bodily vigilance but differed

in having elevated health anxiety and worse intolerance of uncertainty. The symptom focus

for panic disorder was on arousal symptoms leading to feared immediate consequences,

whereas the focus for HYP encompassed a broader symptom range related to longer-term

consequences. On balance, these studies indicate that while there are areas of overlap

between HYP and OCD, particularly in intolerance of uncertainty, there are also important

differences. Few studies have directly compared HYP and SD (or subthreshold SD), but

evidence indicates that HYP and SD patients share multiple medically unexplained

symptoms, but they differ in that, compared to non-somatoform controls and to SD patients,

HYP patients have significantly higher levels of fear and conviction of disease.[266]

Comorbidity—General population studies of current DSM-IV HYP reveal prevalence

rates of 0.05%–0.4%.[267–271] Lifetime rates of HYP among patients with OCD vary from

8.2% (n=85 OCD) to 15% (n=80) of OCD patients.[6, 272, 273] Comorbid HYP is even more

common in other disorders, however, with a prevalence of 20% in one primary care study of

SD[274] and 25–51%[275–277] in studies of panic disorder.

In primary care samples, while the prevalence of current OCD among patients with HYP

was notably low -- less than 1% -- in three studies,[278–280] lifetime comorbidity of OCD in

HYP appears higher -- 9.5%.[280] OCD is not the most common comorbid disorder among

HYP patients. Three primary care studies[274, 278, 280] in patients with HYP found increased

comorbidity among HYP patients compared to primary care patients without HYP as

follows: SD (5.5–20 x increased), panic disorder (6.4 x), OCD (3.7 x), any depressive

disorder (2.8 x), GAD (2.6 x), pain disorder (2.5 x), and any anxiety disorder (2.0–2.8 x). Of
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note, in three primary care studies (which would render a bias toward somatic

presentations),[274, 278, 280] comorbidity in comparison to the control sample was

consistently far more increased for SD than for any other disorder.

These studies therefore indicate that non-OCD Axis 1 comorbidity is far more common than

OCD comorbidity in HYP patients and that among the comorbid disorders the increase in

somatization disorder is greatest compared to primary care base rates.

Course of Illness—Approximately one-third of patients with HYP no longer meet

diagnostic criteria after 5 years.[281] While OCD has generally been considered a more

chronic disorder, with only a minority of patients (<6%) attaining prolonged

remission,[282–284] a more favorable long-term outcome was suggested by a naturalistic

follow-up of 144 patients with OCD, which found that 48% no longer met diagnostic criteria

after 40 years.[284] Age of onset is similar for HYP and OCD – a median age of 20 for HYP

from one primary care study of DSM-IV HYP[278] and 19–23 for OCD from two

community studies in the United States.[92, 285] Median age of onset for panic disorder is

slightly older (age 24 from one community study),[92] while that for SD is younger (age 15

in the Epidemiologic Catchment Area study in the U.S).[286] However, studies from clinical

OCD samples reveal a bimodal distribution for age of onset (ages 12–14 and ages 20–

22).[287] Childhood-onset OCD has been reported as having important phenotypic

differences from adult-onset OCD -- for example, more comorbidity with tics, somatoform,

and eating disorders.[175] A bimodal pattern has not been described for age of onset in HYP.

Familiality—Noyes et al interviewed 72 first-degree relatives of 19 HYP probands and 97

first-degree relatives of 24 non-HYP probands.[288] The prevalence of HYP, HYP

symptoms, or OCD was not increased in relatives of HYP probands, although somatization

disorder and GAD were increased. Bienvenu et al evaluated 343 first-degree relatives of 80

OCD probands and 300 relatives of 73 non-patient control probands[6] and found no

significant difference in the prevalence of HYP in the first-degree relatives of the OCD

probands vs controls’ relative (3% vs 1%). However, in a recent larger family study from the

same research group, HYP was significantly more common among first-degree relatives of

OCD versus control probands (4% vs 1%) (Bienvenu, unpublished data). In the only twin

study of somatoform disorders, only one of the co-twins of the six probands with HYP had a

psychiatric disorder (major depression), and none had somatization disorder or an anxiety

disorder, including OCD.[289]

Genetic and Environmental Risk Factors—No molecular genetic studies of HYP

have been reported. While the prevalence of early childhood trauma (particularly physical

and sexual abuse) is high in the somatoform disorders (hypochondriasis, SD),[290–292] it is

also high in PD and OCD,[293] and no study has directly compared these risk factors in

somatoform disorders and anxiety disorders.

Neural Substrates—Van den Heuvel et al examined neurocognitive and neuroanatomical

correlates of attentional bias in 16 OCD patients, 13 HYP patients, 15 panic disorder

patients, and 19 controls using fMRI.[294] The HYP group differed from the OCD group (but

not the panic group) in cortical activation patterns while completing a Stroop task. HYP and
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panic patients’ cortical activation pattern was widespread (frontal, striatal, temporal) in

response to both OCD- and panic-related words, which is consistent with a more generalized

attentional bias in response to threat in HYP and in panic compared to OCD and healthy

controls. Only the OCD group activated posterior and ventrolateral brain regions.

Comparable challenge or resting functional imaging studies with SD have not been

conducted.

Biomarkers—No data are available in this domain.

Temperamental Antecedents—No published studies have used comparable measures to

enable comparisons on temperamental factors.

Cognitive and Emotional Processing—No studies have reported broad neurocognitive

profiles of patients with HYP. One study suggests attentional factors may differentiate HYP

from OCD.[294] Compared to 19 healthy controls, Van der Heuvel found that performance

on the cognitive Stroop task was unimpaired for HYP (n=14) and panic disorder (n=15) but

impaired for OCD (n=18). On an emotional Stroop task, HYP and panic disorder groups

both showed greater impairment of performance for panic-related words vs neutral words

compared to OCD and healthy controls; no across-group difference was seen for OCD

words. On attentional tasks, therefore, HYP and panic disorder patients appear to have more

similarities than do HYP and OCD patients. There are no cognitive studies directly

comparing HYP and SD to other disorders. A small study of 10 SD patients vs 10 non-SD

controls revealed that SD patients scored more poorly on memory, visual-spatial, and

attentional tasks.[295]

Treatment Response—CBT and SRIs are moderately effective for both HYP and

OCD.[33, 296–305] (Similarities in treatment response need not imply similarity of underlying

psychopathology or pathogenesis, however, as both CBT and SRIs are efficacious for a wide

variety of psychiatric disorders.) It is unclear whether SRIs are preferentially efficacious for

HYP (as is the case for OCD), as some studies suggest that HYP may respond to a broader

range of antidepressant medications, although data on this issue are quite limited;[298] in

particular, no studies have directly compared an SRI to a non-SRI medication in patients

with HYP. One long-term double-blind study of fluoxetine for HYP suggested that patients

may sustain their response after fluoxetine is discontinued.[306] If replicated in larger

samples, this would distinguish OCD from HYP, as improvement among patients with OCD

has been shown to decline rapidly after medication is discontinued.[307] The placebo

response rate may also distinguish HYP from OCD (although data are limited for HYP). In

the fluoxetine HYP study, 33% of patients given placebo were responders,[306] similar to the

placebo responder rate in depressive disorders.[308] The response rate to placebo in OCD

using the same scale is often much lower, closer to 10%,[309, 310] suggesting that the

pathophysiologic mechanisms that perpetuate each of these disorders may differ. Similar to

HYP and OCD, CBT has been shown to be efficacious for syndromal and subsyndomal SD,

although specific strategies vary by disorder.[301, 311] There are no controlled pharmacologic

studies of SD, but controlled studies of somatization using a less restrictive set of criteria

(multisomatoform disorder) yielded favorable results for escitalopram,[312] opipramol,[313]
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and St. John’s wort,[314] whereas in a controlled study venlafaxine was not efficacious in

reducing the total score for somatic symptoms.[315] Although no study has directly

compared the relative responsiveness to treatment of patients with HYP vs somatization

disorder, there are controlled studies using either CBT or SSRI therapy among patients with

hypochondriasis that suggest that improvement is substantially greater on measures of health

anxiety than on measures of somatization.[297, 306, 316]

Clinical Utility, Conclusions, and Preliminary Recommendations—HYP is a

heterogeneous disorder characterized by varying amounts of fear, bodily preoccupation,

obsessive thoughts, and disease conviction.[317, 318] The relative weight of each of these

components guides treatment decisions and helps to determine whether a patient appears to

have a disorder within a broader anxiety spectrum, a more specific OC spectrum, a

somatization spectrum, or a depressive spectrum.[318] One research limitation needs

emphasis. All studies that have directly compared HYP and OCD have been done in general

psychiatric or anxiety clinics. These studies risk being biased toward an overemphasis on the

anxious HYP patient who seeks treatment in a psychiatric setting and may not reflect HYP

patients seen in primary care settings, who may be more fixated on the somatic symptoms of

HYP. Large epidemiologic community studies are needed to clarify the relative contribution

of somatic symptoms and illness anxiety among patients with HYP.

In conclusion, this review suggests that while HYP and OCD have some phenomenologic

similarities, the substantial differences between them on almost all of the above validators

leads to the conclusion that there may be some overlap between HYP and several anxiety

disorders, but there does not appear to be preferential relationship between HYP and OCD.

Whether HYP bears a closer relationship to somatization than to anxiety disorders can only

be addressed by studies that compare HYP, somatization disorder, and specific anxiety

disorders directly; these studies have not been done. Another limitation is the paucity of

studies comparing HYP to SD directly, so whether there are more similarities on these

validators for HYP and SD than for HYP and anxiety disorders remains an open question.

Given these deficits in the literature, the best positioning of HYP in DSM remains uncertain.

Finally, the diagnostic criteria for HYP have been criticized as being overly restrictive and

not representative of the larger number of patients with health anxiety.[278] If HYP is

reconceptualized as not requiring misinterpretation of bodily symptoms, and if greater

emphasis is placed on ruminative and fear dimensions, as proposed by some and for which

there are emerging data,[278, 319] then placing a diagnosis of “Health Anxiety Disorder” in

the Anxiety Disorders section would seem heuristically reasonable. At this time, however,

given the current DSM-IV criteria for HYP, on balance there appears to be insufficient

evidence to justify moving this disorder out of the somatoform section of DSM.

Hoarding

In DSM-IV-TR, hoarding is one of the eight diagnostic criteria for OCPD, but it can

sometimes be considered a symptom of OCD “when hoarding is extreme.”[164] As discussed

elsewhere,[11] however, available data indicate that in a majority of cases problematic

hoarding cannot be better accounted for by OCD or OCPD. This has led to the suggestion
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that hoarding may be better conceptualized as a separate disorder.[11] At the time of this

writing, it is unclear whether hoarding will be added to DSM-V as a new disorder

(tentatively called hoarding disorder) and, if so, whether it will be in the main part of DSM

or an Appendix of Criteria Sets Provided for Further Study. Because these options are being

considered, we include hoarding in this review and ask where hoarding might be classified.

We review the relationship between hoarding and other ‘near neighbor’ disorders, including

OCD, depression, anxiety, personality disorders, and ICDs.

Symptom Similarity—As reviewed elsewhere,[11] hoarding resembles OCD obsessions in

that these patients fear losing important items that they feel they may need in the future or

feel emotionally attached to, and the excessive acquisition seen in many patients may

resemble OCD compulsions. The avoidance of discarding items is similar to other avoidant

behaviors seen in many anxiety disorders. If other people touch or move possessions without

permission, this typically provokes distress, which may be similar to and overlap with some

symmetry-related obsessions in OCD. Measures of hoarding symptoms are moderately

correlated with measures of OCD symptoms in non-clinical and clinical hoarding

samples.[320] However, hoarding symptoms are as strongly correlated with non-OCD

symptoms, like depression and anxiety,[321, 322] suggesting a non-specific link with

emotional disorders in general.

There are also phenomenological links with ICDs – in particular, compulsive buying, which

is widely considered a type of ICD NOS. The ego-syntonic and sometimes pleasurable

nature of excessive acquisition in hoarding resembles ICDs.[320] Many hoarders feel

compelled to collect or acquire free items, and to buy excessively.[323] Nearly 75% of

hoarders excessively buy, while just over half excessively acquire free things.[323] However,

not everyone with hoarding problems reports excessive acquisition. On balance, these data

indicate that hoarding shares some features with OCD but also with other emotional

disorders and ICDs.

Comorbidity—Hoarding is relatively frequent in patients with OCD; approximately 20–

40% endorse hoarding symptoms, but these symptoms are seldom clinically

significant.[173, 324] In OCD clinics, severe hoarding occurs in about 5% of cases,[173, 324]

although it is unknown in how many of these cases hoarding is a consequence of other OCD

symptoms, such as contamination or harm fears (i.e., an OCD compulsion) vs. a separate

comorbid condition. Conversely, in community-solicited samples of severe hoarders, OCD

is present in 17–25% of cases, suggesting a link between hoarding and OCD.[325–327]

However, other emotional disorders such as depression and anxiety disorders may be even

more frequently comorbid with hoarding than OCD is. For example, among 217 patients

from the community with a significant hoarding problem, 18% had concurrent OCD (based

on non-hoarding symptoms), while 36%, 20%, and 24% had concurrent MDD, social

phobia, and GAD, respectively,[327] although these latter disorders have higher base rates

than OCD, and thus higher rates are expected.

Regarding a possible link between hoarding and ICDs, a high prevalence (about 25–40%) of

hoarding has been described in samples of compulsive buyers.[328] A recent epidemiological

study[329] reported significant correlations between measures of hoarding and compulsive
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buying, and about two-thirds of those with hoarding also had compulsive buying.

Preliminary data also suggest a link with other ICDs. For example, one study found high

levels of hoarding symptoms among pathological gamblers.[330] Another study[331] found a

greater frequency of TTM and skin picking among OCD patients with hoarding compared to

non-hoarding OCD patients (although TTM and skin picking may be better conceptualized

as OCSDs than as ICDs).[41]

Hoarding (regardless of whether it co-occurs with OCD) is also frequently comorbid with

several personality disorders.[326, 331–334] The association with OCPD could be explained to

some extent by the overlapping content in diagnostic criteria, although the evidence is

mixed.[11, 335] Only about a third of hoarders meet criteria for OCPD,[334] and hoarders have

been found to have no more OCPD traits than controls once the OCPD hoarding criterion is

excluded.[326, 333] Hoarding severity does not correlate with OCPD severity.[336] On

balance, there is comorbidity between hoarding, OCD, and other putative OCSDs; other

anxiety, mood, personality, and certain other ICDs are at least as likely to be comorbid with

hoarding.

Course of Illness—Although no longitudinal cohort studies have been done, available

data suggest that hoarding typically has a chronic and progressive course.[336–338] Several

retrospective studies suggest that, like OCD, other anxiety disorders, and ICDs, hoarding

symptoms usually first emerge in childhood or early adolescence.[336–338] However, unlike

these other disorders, hoarding symptoms may only become distressing and need treatment

later in life, around the mid-thirties.[326, 337, 338] The average age of consultation for

hoarding is 45–50.[335] Also unlike OCD, where symptom intensity can wax and wane,

hoarding appears to have a very stable course.[338]

Familiality—Hoarding appears to run in families, with about 50% of severe hoarders

reporting a relative with hoarding problems.[336, 339] In a family study, hoarding and tics

were more frequent in first-degree relatives of hoarding than non-hoarding OCD

probands.[331] In a case-control study, 25.6% of severe hoarders who did not meet

diagnostic criteria for OCD had a positive (self-reported) family history of OCD,[326]

suggesting a potential familial link between hoarding and OCD. Other disorders were not

examined, so it is unknown how specific the link with OCD is.

Genetic and Environmental Risk Factors—The degree of genetic similarity between

hoarding and other disorders is unclear. Genetic studies of hoarding have so far been

conducted in patients with other disorders, such as Tourette’s disorder or OCD.[340, 341]

Results have been inconsistent but suggest that hoarding may be etiologically distinct from

these disorders.[335] The literature on environmental risk factors is very limited. Three

retrospective studies reported an increased prevalence of traumatic life events in patients

with hoarding, compared with non-hoarding OCD patients.[342–344] However, these studies

remain inconclusive until samples of severe hoarders who do not meet criteria for OCD are

studied.

Neural Substrates—A handful of neuroimaging studies of hoarding symptoms in patients

with OCD or predominantly without OCD have been conducted.[345–348] Hoarding (with or
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without OCD) appears to be mediated by fronto-limbic circuits involving the cingulate

cortex, ventromedial prefrontal cortex, and limbic structures,[345–347] whereas non-hoarding

OCD is characterized by involvement of specific orbitofronto-striatal-pallidal-thalamic

circuits.[248] Based on this preliminary evidence, hoarding appears to have a distinct neural

substrate from OCD [348] and might share neural substrates with a wide range of emotional

disorders, such as PTSD or phobias.[350] Comparisons with ICDs are not possible, as very

few studies have been done.

Biomarkers—No data are available in this domain.

Temperamental Antecedents—No longitudinal studies have investigated

temperamental antecedents of hoarding. Several studies examined the personality profile of

compulsive hoarders who met criteria for OCD, finding that it seems broadly similar to that

of patients with a variety of emotional disorders, including OCD, although there are no data

directly comparing hoarding as a disorder vs. other disorders.[335] As reviewed

elsewhere,[11] hoarders share some characteristics with OCD, such as increased sense of

responsibility (but limited to possessions, rather than harm) and high levels of indecisiveness

and perfectionism.[336, 351] On the other hand, compulsive hoarding and compulsive buying

share certain features, including decision-making difficulties, emotional attachment to

objects, and erroneous beliefs about possessions.[352]

Cognitive and Emotional Processing—A few neuropsychological studies have been

conducted in hoarding, suggesting deficits in executive functioning, attention, memory, and

categorization,[353–355] but it is currently unclear to what extent these deficits are specific to

hoarding disorder or shared with other disorders.[335]

Treatment Response—Hoarding has rarely been studied alone in treatment

trials.[349, 356, 357] In patients with OCD, hoarding symptoms tend to be less responsive than

other OCD symptoms to evidence-based treatments for OCD, that is, ERP[358, 359] and

SRIs.[324, 360] However, some preliminary evidence from uncontrolled trials suggest that

community-solicited hoarders may respond to SRIs[349] and to adapted CBT protocols,

which contain ERP elements plus other CBT techniques not typically used in OCD, such as

motivational interviewing and skills training, as well as hoarding-specific cognitive

restructuring.[356, 357]

Clinical Utility, Conclusions, and Preliminary Recommendations—If hoarding

becomes a separate disorder in DSM-V, it is unclear where it may be best classified, because

it shares features with OCD, other anxiety disorders, and ICDs, particularly compulsive

buying. Given the phenomenological and historical link between OCD and hoarding, it may

make sense to provisionally list it as an OCSD until more research is done.

Obsessive-Compulsive Personality Disorder (OCPD)

We focus primarily on OCPD’s relationship to OCD and to other personality disorders

(PDs).
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Symptom Similarity—DSM-IV OCPD is defined as preoccupation with orderliness,

perfectionism, and mental and interpersonal control, at the expense of flexibility, openness,

and efficiency, as manifested by eight specific criteria (of which four or more are needed to

make the diagnosis): preoccupation with details, orderliness, and rules; rigidity;

perfectionism; excessive work devotion; reluctance to delegate; hypermorality; miserliness;

and hoarding. Some of the abnormal cognitions considered to underpin OCD, which may be

the focus of CBT, such as preoccupation with orderliness, perfectionism, scrupulosity, and

behavioral (need for control) or cognitive (stubbornness) rigidity,[44, 361, 362] overlap with

OCPD criteria. Thus, DSM-IV warns that the two disorders may be confused.[164]

OCPD is differentiated from OCD by the absence of strictly defined obsessions and

compulsions.[164, 363] However, behavioral manifestations of OCPD traits can have a

compulsive quality (i.e., intentional, repetitive, time-consuming, difficult to resist or control,

not pleasurable and associated with distress).[164, 361] In OCD, obsessions are intrusive,

distressing and generally ego-dystonic. In contrast, OCPD traits and symptomatic behaviors

are considered ego-syntonic, as they are viewed as correct.[364] Arguably, OCPD may be

less impairing than OCD,[365] although the full impact of OCPD is not well understood, as

the disorder has not received much scientific attention.[363, 366]

Although not the DSM-IV definition, personality disorder (PD) may be conceptualized,

broadly speaking, as the failure to develop an adaptive self-concept and interpersonal

relations.[365] Within this framework, OCPD could be considered to represent such a rigid

self-concept that the ability to respond adaptively to environmental contingencies, such as

unexpected change in routines or the need to prioritize timeliness over perfection, is

impaired. Like other PDs, OCPD features are traits rather than “states,” but chronic

symptoms, as often seen in OCD, can have a trait-like quality. However, OCPD differs in

some respects from other PDs, and in factor analyses forms its own factor.[367] In some

studies, OCPD has been associated with less functional impairment than other PDs,[365] and

adaptive aspects have been recognized.[368] Furthermore, among some researchers, OCPD

increasingly is conceptualized as primarily a disorder of neurocognitive function (see section

on cognitive and emotional processing) rather than personality.[364]

Comorbidity—Compared to population norms, OCPD rates are elevated in individuals

with OCD (25–32%)[369–371] and BDD (14–28%).[78, 83] Although OCPD is not uniquely or

preferentially associated with OCSDs (e.g., it is comorbid with MDD (31%),[372, 373] panic

disorder (17%),[374] and eating disorders (20–61%)[375–378]), this comorbidity profile

resembles that of OCD and OCSDs. Moreover, compared to other PDs, OCPD has been

found to be the most commonly comorbid PD with anorexia nervosa-restricting type, binge

eating disorder,[379] and bipolar disorder,[372, 380] disorders that are highly comorbid with

OCD.[381, 382] Conversely, the prevalence of OCD (20%) is elevated in patients with OCPD,

although the majority of OCPD patients do not have comorbid OCD.[383] This extensive

comorbidity does not favor any one of the many theoretical models proposed to explain the

overlap between OCPD and Axis I disorders (reviewed in Shea et al.[384]).

OCPD also shares substantial comorbidity with other PDs, at least in clinical samples. In

one study,[385] a high proportion of OCPD patients (77%) had concurrent PDs, but only
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comorbidity with paranoid PD (23%) was significantly higher than expected. Moreover, in a

meta-analysis of 33 factor analyses of PD comorbidity, OCPD formed its own factor.[367]

Thus, comorbidity data are equivocal regarding the placement of OCPD.

Course of Illness—Although OCPD personality traits are typically stable over time,

DSM-IV OCPD per se may not be (e.g., only 42% of patients diagnosed with OCPD at

baseline in one study remained above threshold for the diagnosis at 2-year follow-up[386]).

There are some similarities between the course of OCPD and OCD, which typically both

emerge relatively early in life[387] and have a chronic course[388] that fluctuates in severity,

although a subsample with episodic OCD has also been described.[228] A retrospective,

long-term study comparing first psychiatric admissions diagnosed with OCD or OCPD

showed similar levels of diagnostic stability over up to eight years of follow-up.[389]

Another study[384] failed to find a clear longitudinal association between the course of

comorbid anxiety disorder (including OCD) and OCPD, suggesting that the two disorders

may share only surface phenomenological similarity rather than common underlying

substrates, or that the expression of such substrates is complex and varies over time.

Familiality/Genetic and Environmental Risk Factors—Twin studies suggest high

heritability for OCPD.[200, 390–392] In one study, OCPD was the only PD to co-occur

significantly more often in relatives of OCD probands than in relatives of controls,

suggesting a specific shared heritability between OCPD and OCD.[370] Another study[393]

reported a higher incidence of DSM-IV OCPD in parents of pediatric OCD probands

compared to parents of healthy children, even after parents with OCD were excluded.

Similarly, Bienvenu et al. (unpublished data) found a raised prevalence of OCPD in first-

degree relatives of OCD-affected probands, independent of OCPD in probands; notably,

OCPD also appeared to “run in” these families independent of OCD itself. However, OCPD

traits also may constitute a specific familial risk factor for anorexia nervosa.[394] OCPD runs

together with tics and OCD in families with PANDAS, hinting at a shared familial

vulnerability to post-streptococcal psychiatric sequelae.[395] In contrast, statistical modeling

of genetic and familial factors found limited shared genetic (11%) and environmental (15%)

variance between OCPD and the other cluster C personality disorders.[386] Thus, on balance,

these data, although not specific to OCD, offer fairly strong support for a familial

relationship between OCPD and OCD.

There are very limited data examining the contribution of environmental factors to the

development of OCPD. One study[396] found that patients with OCPD reported significantly

lower levels of parental care and significantly higher levels of overprotection compared to

healthy controls and to other psychiatric outpatients, similar to OCD.[397, 398]

Neural Substrates—No brain-imaging studies have specifically investigated OCPD.

Biomarkers—Blunted fenfluramine-mediated prolactin responses have been reported for

OCPD and also for depression, anorexia nervosa, and binge-eating disorder,[399–401]

suggesting similarities in serotonergic processing. Blunted fenfluramine responses have also

been reported for OCD, but increased responses have also been reported (reviewed in

Fineberg et al.[402]). Failure to screen for comorbid OCPD and depression in some of these
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studies makes interpretation difficult. In summary, there are only limited data on this topic

that do not allow clear conclusions about the relatedness of OCPD to OCD or other

disorders.

Temperamental Antecedents—High neuroticism scores on the five-factor model of

personality (e.g., anxiety, self-consciousness, and vulnerability to stress) characterize family

members of individuals with OCD and OCPD, even in the absence of symptoms of mental

disorder, suggesting shared temperamental factors for OCD and OCPD.[370] However, high

neuroticism is a non-specific dimension that exemplifies virtually all psychopathology.[403]

Cognitive and Emotional Processing—DSM-IV OCPD is characterized by inability

to respond flexibly to environmental contingencies. A controlled study (n=20) suggests that

patients with OCD and comorbid OCPD have greater cognitive inflexibility on a set-shift

paradigm (extra-dimensional set-shift; CANTAB),[404] thought to be mediated by prefrontal

cortex and associated subcortical brain-circuitry than patients with OCD without comorbid

OCPD.[364] This abnormality is also present in OCD probands and their unaffected first-

degree relatives[405] as well as patients with schizo-OCD[406] and may represent a

neurocognitive endophenotype for disorders sharing neurocircuitry with OCD.

Treatment Response—A small randomized placebo-controlled trial suggests OCPD may

respond to SRIs.[407] In a study of patients with OCD, clomipramine was more efficacious

than imipramine in improving scores on a self-rated OCPD inventory, suggesting that SRIs

might be preferentially efficacious for OCPD traits;[408] however, the results were not

clinically confirmed and were based on a completer-analysis rather than the intention-to-

treat sample. Borderline PD has also been shown to respond to SRIs.[409]

Conclusions, Clinical Utility, and Preliminary Recommendations—Integration of

OCPD into a broadly defined grouping of OCSDs is supported by some evidence from the

above validators, including its comorbidity and relatively specific heritability within families

of OCD probands, its possible response to SRIs (although treatment data are very limited,

and SRI response is not necessarily specific to OCPD among PDs), and its neurocognitive

profile implicating frontostriatal neurocircuitry similar to that in OCD (although data are

preliminary). Evidence suggesting notable differences between OCPD and other PDs

include the separation of dimensional measures of OCPD from other PDs on factor analysis,

and heritability patterns that differentiate OCPD from other cluster C disorders. On the other

hand, OCPD differs in some ways from OCD. For example, whereas OCPD is characterized

by behaviors that have some phenomenological similarities to OCD compulsions, they lack

the ‘ego-dystonic’ quality generally considered a key characteristic of OCD.

While more systematic research would be desirable to fully justify moving OCPD from the

PD to an OCSD grouping, we consider that moving OCPD to a grouping of OCSDs in

DSM-V, while controversial, would probably improve the clinical recognition and

endophenotypic evaluation of this neglected and potentially treatable disorder, and may

thereby enable development of effective treatments. However, if PD is conceptualized as a

single disorder in DSM-V, as is preliminarily recommended by the Personality and

Personality Disorders Work Group, it is not clear how this would be effected. One

Phillips et al. Page 27

Depress Anxiety. Author manuscript; available in PMC 2014 April 14.

N
IH

-P
A

 A
uthor M

anuscript
N

IH
-P

A
 A

uthor M
anuscript

N
IH

-P
A

 A
uthor M

anuscript



possibility is that personality traits commonly considered to comprise OCPD (e.g.,

perfectionism, rigidity) may be risk factors within the OC spectrum, although this possibility

needs to be studied.

CONCLUSIONS AND PRELIMINARY RECOMMENDATIONS FOR DSM-V

From the perspectives of clinical utility, face validity, and evidence from various validators,

we conclude that, on balance, a number of disorders discussed in this review appear more

closely related to OCD than to other near-neighbor disorders, and that there is merit to

including an OC spectrum group of disorders in DSM-V. Our preliminary recommendation

is to include within this category several cognitively focused (“higher-order”) disorders –

OCD and BDD -- characterized by both compulsive behaviors and obsessional thoughts. If

hoarding is added as a new disorder to the main part of DSM-V (rather than an Appendix),

this review suggests that it would be reasonable to categorize it with other OCSDs. We also

recommend including motorically focused (“lower-order”) disorders characterized by

stereotypic behaviors but not obsessions, which would include TTM and possibly tic

disorders, particularly if disorders of childhood/adolescent onset are not retained.

Hypochondriasis and OCPD could potentially be included with OCSDs, as they have some

similarities to OCD, although evidence for their relatedness to OCD is more mixed and less

persuasive. Placement of these two disorders requires further consideration in collaboration

with relevant DSM-V Work Groups (Somatic Distress and Personality and Personality

Disorders).

These preliminary recommendations are highly congruent with recommendations from the

previously noted worldwide survey of OCD experts[28] and fairly congruent with those from

the DSM-V Research Planning Conference on OCSDs.[12, 26] Other ICDs and substance use

disorders were not the focus of this review, but we concur with prior recommendations from

these sources that these disorders should not be included in an OCSD group of

disorders.[13, 26]

Several disorders that are not a focus of this review merit comment. Stereotypic movement

disorder (SMD), discussed in another review,[29] is classified in DSM-IV’s section of

disorders usually first diagnosed in infancy, childhood, or adolescence. If DSM-V retains

this section, there may be no compelling reasons to move SMD elsewhere. If DSM-V does

not retain this section, there may be merit to categorizing SMD as a motoric OCSD. This

issue requires further discussion with other relevant DSM-V Work Groups. Skin picking

disorder and olfactory reference syndrome are not included in DSM-IV but are candidates

for inclusion in DSM-V.[29, 410] These conditions have many similarities to cognitive

OCSDs (in the case of ORS) or motoric OCSDs (in the case of skin picking disorder).

It should be acknowledged that some disorders preliminarily recommended for inclusion in

an OCSD category may not be closely related to one another, although this is probably also

the case for other current and potential groupings of disorders in DSM. It should also be

acknowledged that while neuroimaging and neurocognitive data support a heuristic focus on

frontostriatal circuitry with respect to the pathophysiology of candidate OCSDs, the case is

empirically well established only for OCD and Tourette’s disorder. Moreover, there are
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some apparent differences in neuroimaging findings across some OCSDs, although these

findings could be considered to have some convergence in that they involve various striatal

subterritories (motoric vs. cognitive vs. affective) and their corresponding corticostriatal

networks. However, such neuroanatomical hypotheses pertaining to OCSDs need further

testing.

We believe that a category of OCSDs will increase the diagnostic validity and clinical utility

of the classification system. From the perspective of clinical utility, there are advantages to

grouping these disorders together – e.g., for purposes of diagnosis and differential diagnosis,

given similarities in their clinical features (obsessions/preoccupations and/or driven

repetitive behaviors). The repetitive behaviors can involve complex compulsions or simple

motoric behaviors, which are often associated with anxiety reduction and/or the regulation

of arousal. A category of OCSDs would potentially remind clinicians to rigorously assess

the range of repetitive symptoms and obsessional thoughts that can occur in these disorders

(this is important, because of high comorbidity among some of them), and to consider

similar assessment procedures (for example, standardized symptom severity scales for a

number of these disorders have been modeled after the Yale-Brown Obsessive-Compulsive

Scale for OCD[72, 73, 411–413]).

This approach to classification, however, should not imply that OCSDs are simply subtypes

or variants of OCD. Indeed, as noted throughout this paper, candidate OCSDs have some

clinically important differences from OCD and from one another. Thus they need to be

individually identified in clinical settings and when selecting treatment and monitoring

treatment response. The potential for confusion about this point is perhaps the most

important possible disadvantage of including OCSDs as a category. It would be essential to

clarify this issue in the DSM-V text, to ensure appropriate diagnosis and treatment of

OCSDs.

If OCSDs are grouped together in DSM-V, what should this category be called? Many in the

field have adopted the term “obsessive-compulsive spectrum disorders,” as it emphasizes the

disorders’ core features of obsessions/preoccupations and/or compulsions/repetitive

behaviors. However, some might consider this name too “OCD-centric” (although, of note,

this name does not include the name of the disorder OCD). Another potential problem is that

some DSM users might misinterpret this name to mean that all OCSDs are simply types of

OCD rather than being likely related but distinct disorders. Alternative names could be

considered; we recommend that any alternative names capture these disorders’ key features

and be relatively brief.

Another important question is, if DSM-V includes a group of OCSDs, should they be in

their own separate chapter, or should they be classified in the same chapter as another group

of disorders -- for example, in a chapter of “anxiety and obsessive-compulsive spectrum

disorders”? Supporting the former view, motoric OCSDs appear to have relatively little in

common with anxiety disorders. Supporting the latter view, OCD is classified as an anxiety

disorder in DSM-IV and has much in common with other anxiety disorders.[30, 41] While

less researched, BDD, too, appears to have much in common with anxiety disorders,

especially social phobia. A combined “anxiety and obsessive-compulsive spectrum chapter”
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has the advantage of emphasizing established links between anxiety disorders and certain

OCSDs while also emphasizing some important distinctions between them. (The

categorization of PTSD is discussed in a separate review [Spiegel et al, in preparation].) The

majority of the authors of this review consider the option of a combined, supraordinate

category of “anxiety and obsessive-compulsive spectrum disorders” most satisfactory,

especially given that the overall number of categories in DSM-V will likely be limited. We

further recommend that this supraordinate category contain two subcategories -- one for

anxiety disorder and one for OCSDs. This approach has some similarities to that in ICD-10,

where OCD and anxiety disorders are separate sub-categories within the same larger,

overarching, supraordinate category (“neurotic, stress-related, and somatoform

disorders”).[363]

This review, and the status of the field’s knowledge, have some limitations. For some

disorders, little or no research evidence is available for certain validators, and, for some

validators, findings are inconsistent. Direct comparison studies of putative OCSDs to one

another and to other disorders are still limited. Many studies do not report effect sizes or

another metric reflecting degree of similarity between disorders,[414] and this review was

qualitatively based (formal meta-analyses were not done). Furthermore, the field does not

have clear indicators for how similar disorders must be across validating domains to be

considered closely related, whether all validators should be weighted equally, or whether

similarities in particular validating domains should be required for spectrum

membership.[415] The selected validators may not be perfect, and during the DSM-V

process, thinking about which validators to employ has evolved. These limitations are

relevant to decisions about groupings of disorders across DSM (not just the OC spectrum);

some may also be relevant to certain non-psychiatric medical disorders.

There is no perfect way to categorize disorders in DSM-V; the field is not at the point where

nature can be carved perfectly at its joints. Ultimately, knowledge of disorders’ etiology and

pathophysiology may advance the field to the point where categories with greater validity

and utility are possible.[415, 416] In the meantime, many disorders across DSM share certain

features and also have meaningful differences. Arguments could be made for alternative

classification schemes.[417] Decisions about how to group disorders in DSM-V must also

consider constraints on the overall number of categories that can be included in the manual.

Despite these limitations, research on this issue has substantially advanced relevant

knowledge since DSM-IV was published 16 years ago. The challenge for DSM-V is whether

it can improve upon the disorder groupings in DSM-IV, which were created before much of

the research discussed in this review had been done. An important question is, how

problematic is the current placement of putative OCSDs? In other words, how compelling is

the need to move them to a different category? BDD appears to have little in common with

the somatoform disorders, and thus it seems problematic to leave it there. Hypochondriasis

as defined in DSM-IV seems more closely related to other somatoform disorders (or, at

least, somatization disorder), and thus keeping it in that group seems less problematic.

Similarly, leaving OCPD in the personality disorder section is a reasonable alternative.

Tourette’s disorder and tic disorders could remain in a childhood chapter, but it is currently

unclear whether this chapter will remain in DSM-V; good options (other than OCSDs) for
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classifying tic disorders are not apparent. Leaving TTM with other ICDs is problematic

insofar as TTM differs from them in a number of ways and requires a different assessment

and treatment approach (although its treatment also differs somewhat from OCD’s).

DSM-V’s final grouping scheme will have disadvantages as well as advantages, and the text

can be helpful here. For example, if BDD is included in a category of Anxiety and

Obsessive-Compulsive Spectrum Disorders, the text could remind readers of the overlap

with mood disorders and, in some patients, with eating disorders. Even more important, as in

DSM-IV, the text should indicate key differences between disorders and their “nearest

neighbors,” so disorders with some similar features are not confused with one another and

misdiagnosed. A good description of differential diagnosis in the text will enhance clinical

care by facilitating accurate clinical assessment and, in turn, selection of appropriate

treatment.
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