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The Obsessive-Compulsive Dimension

Ines Taddei, Martina Valentini, and Massimo Pasquini

8.1  Introduction

Obsessive-compulsive disorder (OCD) has been an ancient companion of humans. 
The tendency to seek psychopathological concordance between OCD and disorders 
that demonstrate peculiar affinity with it can be traced back to comments by classical 
authors. Janet described the obsessive character using a large number of psychopatho-
logical phenomena including the “obsession de la honte du corps” (obsession of the 
shame of their body), due to dysmorphophobia; motor symptoms, which he defined as 
“forced agitations” not unlike the expression of a Tourette disorder; and experiences 
of depersonalisation. Dysmorphophobia was described by Kraepelin [1] as “compul-
sive neurosis”, emphasising the iterative and ego-dystonic nature of the symptoms.

Jaspers [2] highlighted a continuity of obsessive-compulsive symptoms and 
“impulsive actions,” suggesting common psychopathological roots for OCD and 
impulse control disorders. Krafft-Ebing [3] in Germany used the term 
Zwangsvorstellung to define invasive and irresistible thoughts that are oppressive 
(Zwang) representations (Vorstellung). Westphal [4] introduced the concept of com-
pulsions as secondary to obsessive ideas, and obsessive-compulsive suffering in 
France was described as folie lucide, because the patient was quite aware of the 
wrong and anomalous recurring ideas besieging his mind [5]. Falret [6] introduced 
the word obsession from the Latin obsidere. Early in the nineteenth century, the 
term appeared in British and American medical literature [7].

In more recent years, the renewed interest in OCD has led researchers to “drill 
down” in an attempt to define its subtypes and explore other psychiatric and neuro-
psychiatric disorders that might have clinical and/or aetiopathological links with 
OCD. Disorders that are posited to be linked to OCD, based on their similarities 
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with OCD in a variety of domains, are referred to as “OC spectrum disorders” or 
“OC continuum” [8, 9]. On the other hand, OCD has undergone significant changes 
in its classification within categorical systems of mental disorders. The Diagnostic 
and Statistical Manual (DSM) III and DSM IV included OCD within the category 
of anxiety disorders, conceiving it as within the anxiety disorders group because of 
the often very high levels of anxiety in clinical OCD patients, along with the com-
mon symptoms of distressing obsessive thoughts and compulsive behaviours [10]. 
Growing evidence has finally led to a separation of OCD from the other anxiety 
disorders and to the decision by the DSM-5 task force to classify it within its own 
separate category: “obsessive-compulsive and related disorders” [11]. Today, the 
DSM-5 [11] recognises obsessive-compulsive and related disorders (OCRDs) as a 
new diagnostic category. The category includes OCD, body dysmorphic disorder 
(BDD), trichotillomania (TTM, hair-pulling disorder), excoriation disorder (skin 
picking), and hoarding disorder. OCD involves the experience of obsessions (recur-
rent, distressing intrusive thoughts, images, or urges) and compulsions (ritualised 
behaviours completed to reduce distress from obsessions). BDD involves an exces-
sive, distressing, and time-consuming preoccupation with an imagined appearance 
flaw and repetitive rituals performed in response to this preoccupation. TTM is 
characterised by recurrent hair pulling, resulting in hair loss. Excoriation disorder 
involves recurrent skin picking, resulting in lesions. Finally, hoarding disorder 
involves persistent difficulty parting with possessions and a perception that items 
must be saved, resulting in clutter in one’s active living space that reduces the 
space’s usability [11].

The grouping of these conditions is based on their phenomenological similarities 
to OCD (i.e. obsessive thinking and/or compulsive behaviours), as well as similarity 
to OCD in course of illness, comorbidity, family history patterns, biological abnor-
malities, and treatment responses. The research planning agenda for DSM-5 exam-
ined possible similarities in phenomenology, comorbidity, familial and genetic 
features, brain circuitry, and treatment response between OCD and several related 
disorders that are characterised by repetitive thoughts or behaviours. Certain disor-
ders, such as BDD, obsessive-compulsive personality disorder (OCPD), Tourette 
syndrome (TS), and TTM, share many commonalities with OCD in phenomenol-
ogy, comorbidity, familial and genetic features, brain circuitry, and treatment 
response. Other disorders, such as the impulse control disorders (ICDs), share some 
common features with OCD but also differ in many ways as well.

According to most epidemiological studies, OCD is currently considered a rela-
tively rare disorder, with a weighted 1-month prevalence of 1.1% in the British 
National Comorbidity Survey [12]. Similar results were reported by Crino et al. [13] 
who estimated the 12-month prevalence of DSM-IV OCD to be 0.6%.

Although many advances have been made with regard to the aetiopathogenesis 
and treatment of OCD, there are still no correct estimates of the prevalence of the 
disorder in the community. The variation in the different studies is mostly due to 
limitations in methodology and inconsistencies between lay and clinical diagnosis 
[14]. Further regarding prevalence in the general population, data obtained from a 
prospective longitudinal study of an unselected birth cohort has shown that 21–25% 
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of individuals from the general population exhibit obsessions and/or compulsions, 
as defined in the DSM-IV, although only 2–3% meet full diagnostic criteria for the 
disorder [15].

The aim of this chapter is to disentangle obsessive-compulsive manifestations in 
psychiatric subjects not affected by OCD. In fact, obsessions and compulsions may 
range from physiologic/transient or normal presentation, to a pathological degree of 
suffering [16].

The continuum hypothesis, proposed by Clark and Rhyno [17], has been chal-
lenged by recent literature and regarded as an oversimplified interpretation of a 
more complex phenomenon of obsessions and compulsions, characterised not sim-
ply by quantitative but by qualitative differences as well, related in particular to the 
severity of the content of obsessions, triggers, appraisals, and responses. Berry and 
Laskey [18] argue for a revised continuum model of intrusive thoughts that incorpo-
rates the above-mentioned differences in obsessions, with particular reference to 
content and its severity, with clinically obsessive individuals reporting more bizarre 
and aggressive thoughts than individuals with symptoms too mild to be considered 
clinically obsessive.

Over the last 20 years, the concept of spectrum has received strong impetus in 
international psychiatry literature. The “spectrum” attributed to a psychopathologi-
cal phenomenon may have various meanings. Strictly speaking, it should refer to a 
set of disturbances that, beyond possible heterogeneity of symptomatic manifesta-
tions, share the same aetiological determinants or similar pathogenic mechanisms. 
There are a number of reasons for this interest in “spectrum”. First, the identifica-
tion of a psychopathological spectrum can guide the search for the common aetio-
pathogenic mechanisms underlying it. Second, this could be the first step in a 
common therapeutic approach. The finding of concordance between disorders, in 
various nosographic environments, does not relate only to psychopathological crite-
ria but extends to common aetiopathogenic hypotheses, thus constituting a clinical 
picture with expected response to specific therapeutic treatments.

OCD is in a favourable position from this point of view. In fact, among psycho-
pathological phenomena, obsessions and compulsions have a high level of consen-
sus regarding their definition criteria. Moreover, this is one of the few cases in which 
the dominant presence of a single symptom allows the identification of a “syn-
drome” disorder. Despite this, the concept of the obsessive-compulsive (OC) spec-
trum has been discussed in the literature and increasingly studied, with contrasting 
evidence depending on the starting hypothesis (5HT system involvement and/or 
basal ganglia-thalamus-cortex-frontal circuitry).

Finally, the term “spectrum” has been used to mean many issues, as well as many 
disorders, that have a degree of similarity, at least in terms of symptoms, to 
OCD. The list includes BDD, hypochondriasis, trichotillomania, the eating disor-
ders, autism spectrum disorders, and several other impulse control disorders, such 
as pathologic gambling and kleptomania. Other psychiatric disorders, such as 
depersonalisation disorder, borderline personality disorder, sexual compulsions, 
and paraphilias, and some neurological disorders such as Tourette’s syndrome, 
Sydenham’s chorea, and parkinsonism have been included in this spectrum.
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8.2  Neurobiology of Obsessions and Compulsions

Initially, OCD was considered a primary psychiatric disorder. Subsequently, clinical 
observation increasingly showed that this disorder has a neurodevelopmental basis.

The first observation of the existence of brain alterations in obsessive patients 
resulted from the finding that patients with neurological dysfunctions, such as strep-
tococcal infection, head trauma, or encephalitis, as well as comorbid tic disorders 
such as Tourette’s syndrome, often develop obsessive phenomena [19–21]. Several 
studies have reported an abnormally high prevalence of neurological soft signs 
(NSS) in patients with obsessive-compulsive disorder as compared to healthy peo-
ple [8, 22].

The classical cortico-striato-thalamo-cortical (CSTC) model of OCD was estab-
lished a few decades ago. Thanks to modern brain imaging methods, neurocircuitry 
models of OCD and related disorders have been refined to a higher level of com-
plexity, with possible promising implications.

In addition to cortico-striatal circuitry, which is now regarded as interconnected 
rather than segregated, the lateral orbitofrontal cortex (OFC) might mediate obses-
sions, and the dorsal anterior cingulated cortex (dACC) might be implicated in fear 
expression and conditioning, as well as in aberrant error monitoring, in OCD. On 
the basis of such a conceptual framework, Milad and Rauch [23] proposed a testable 
hypothesis on how dysfunctions in these areas might be linked to fear inhibition and 
severity of symptoms. This information, in turn, could be used to predict treatment 
response.

Subsequent studies using functional magnetic resonance imaging (fMRI), posi-
tron emission tomography (PET), and single photon emission computed tomogra-
phy (SPECT), as well as other more sophisticated techniques, such as voxel-based 
morphometry (VBM), diffusion tensor imaging (DTI), and proton magnetic reso-
nance spectroscopy (1H-MRS), have compared OCD patients with healthy controls. 
These studies have tended to confirm the key role of the CSTC and its connections 
with the limbic system (amygdalo-cortical circuitry) in the pathogenesis of OCD 
[24, 25].

The above-mentioned functional imaging studies generally showed that patients 
with OCD have reduced grey matter density in the dorsolateral prefrontal cortex 
(DLPFC) and OFC and reduced volume of the anterior cingulate cortex (ACC) and 
OFC [26, 27]. Further, patients with OCD showed hyperactivity in the area of the 
OFC, caudate nucleus, and thalamus, compared with healthy controls [28–30]. PET 
studies of OCD patients have supported these findings, showing changes in brain 
metabolism, more or less in the same areas as previously described (head of the 
caudate nucleus and the orbital gyrus, OFC, and prefrontal cortex, which are a part 
of the CSTC circuit) [31]. Furthermore, the increased glucose metabolism along 
orbitofrontal-basal ganglia-thalamo-cortical circuits measured by PET generally 
decreases after treatment with antidepressants [32–35] and/or psychotherapy 
[36–38].

The empirical demonstration of the effectiveness of antidepressants (especially 
those blocking serotonin reuptake) for OCD dates back to more than 30 years ago. The 
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new neuroimaging approaches, allowing the examination of regional cerebral neuro-
chemistry and permitting in vivo quantification of specific neurochemicals in various 
brain regions, have allowed greater clarification of the role of serotonin in OCD.

Neurochemistry techniques have been used in the study of the transport of neu-
rotransmitters, in order to better explain the role of serotonin in OCD. These studies 
have provided an increased understanding of the biology underlying the well-known 
empirical evidence that antidepressant drugs blocking serotonin reuptake improve 
obsessive symptoms over time. Also, they indicated not only the involvement of the 
serotonin system but also, albeit to a lesser extent, the involvement of dopamine [39].

These studies, mainly conducted using SPECT, allowed not only the confirma-
tion of the role of serotonin and other neurotransmitters in OCD but also the exami-
nation of changes following treatment through cerebral metabolic monitoring [37, 
38]. They also facilitated the development of hypotheses about both pharmacologi-
cal and psychotherapeutic models that are potentially valid and useful in clinical 
practice [40].

As evidenced by early studies using PET and SPECT, hyperactivity of the head of 
the caudate nucleus and the orbital gyrus may be the source of complex obsessive 
symptomatology. Modern functional neuroimaging methods permit the establishment 
of a relationship between cerebral activity and a particular symptom. This allows 
comparison of cerebral activation in the presence of the symptoms of interest with 
corresponding activation in the same subject when these symptoms are resolved [41].

Several functional neuroimaging studies report that the cortico-striatal-thalamo- 
cortical (CSTC) circuit is dysfunctional in obsessive patients. This dysfunctional 
CSTC circuit consists mainly of altered communication between the lateral OFC 
and the ventral striatum [23, 42]. According to some authors, the “dysfunction” of 
this circuit would be hyperactivity during the resting or neutral state, which would 
increase during the onset of the symptoms, subsequently attenuating later pharma-
cological and behavioural treatment [32, 43, 44].

Studies by fMRI in OCD patients exploring brain metabolism alterations during 
a brain activation task report the involvement of the same areas that make up the 
CSTC circuit [30, 45, 46]. Most studies have examined these various areas, each of 
which, stimulated with specific tasks, produces a different result of increased, 
decreased, or stable glucose metabolism [47, 48].

Other studies have investigated possible changes in brain activation before and 
after drug therapy and/or psychotherapy [49, 50]. These neuroimaging studies have 
also, more sophisticatedly, sought to correlate the therapeutic response with neuro-
psychological tests, with the aim of finding predictive response indices. The result-
ing neuropsychological and treatment findings further support neuromorphological 
data, obtained through several different methods, implicating the role of CSTC cir-
cuitry in OCD pathophysiology. It has been mentioned several times before that 
OCD symptoms are manifested through a hyperactivity of the regions involved in 
the CSTC circuitry (coronary orbital cortex, cortical cortege, thalamus, and head of 
the caudate nucleus), causing a “malfunction” of this circuitry. Such a malfunction 
has been proposed to be the origin of the intrusive symptoms and neuropsychologi-
cal dysfunctions [22, 49].
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Regarding molecular imaging studies that have considered the role of neurotrans-
mitters in brain sites involved in OCD obsessive phenomena, the results obtained, 
though encouraging, are limited due to small sample sizes and mixed diagnoses.

In approximately one third of patients with OCD, standard treatment with selec-
tive serotonin reuptake inhibitors (SSRIs) fails to bring satisfactory relief of 
obsessive- compulsive symptoms. Atypical antipsychotics can augment the effec-
tiveness of SSRIs in such patients, but the mechanism underlying this synergetic 
effect still needs to be better clarified [51–53].

Another important aspect of OCD and related disorders, likely to be a common 
trait across specific diagnostic categories, has been recently considered and studied: 
deficits in goal-directed control. Deficits of this type have been observed across the 
spectrum of OCD and related disorders, for example, OCD [54–56], drug addiction 
[57, 58], and binge eating disorder [59]. These deficits are associated with dysfunc-
tion of the caudate and medial orbitofrontal cortex. Goal-directed control permits 
deliberate behaviour regulation. Its deficits lead to lack of flexibility; more rigid hab-
its are induced; and repetition of thoughts and actions is enhanced. Gillan et  al. 
looked at this trait as a clue to a transdiagnostic compulsivity dimension and, in two 
large general population samples, found it to be associated with (1) OCD symptoms 
and (2) symptoms of other DSM diagnostic categories. Exactly these kinds of studies 
reflect the concept of dimensional psychopathology as suggested by Pancheri [60].

Obsessive phenomena may appear in other psychiatric disorders, in comorbidity, 
and occasionally even in healthy subjects. Therefore, it is conceivable that these 
obsessive phenomena share at least part of the same pathogenic mechanism.

The empirical demonstration of the effectiveness of antidepressants, especially 
serotonin reuptake blockers, on OCD and, consequently, also on obsessive phenom-
ena can be traced back to 30 years ago.

8.3  Dimensional Psychopathology of Obsessions

A psychopathological dimension is defined as an alteration of psychic function phe-
nomenologically expressed by symptoms (referred to by the patient) or by signs 
(observed) that are indicative of and specific to the observed function [61].

Obsessions and compulsions, like any other psychiatric symptoms, can appear as 
psychopathologically dominant and exclusive elements, or they can be associated 
with a psychopathological framework in which one or more symptoms, and possi-
bly a cluster of other symptoms, characterise a specific clinical picture. In the first 
case, “symptom” and “disorder” coincide and qualify as the OCD. In other condi-
tions, obsessive symptoms occur in association with, or in the presence of, other 
symptoms within the main disorder (e.g. schizophrenic episode) or in comorbidity.

The dimensional model posits that obsession-compulsion may, however, mani-
fest itself with a certain frequency in association with typical symptoms of a given 
syndrome (e.g. depressive episode). In this case, the obsessive phenomenon must be 
considered as a symptom, even if an atypical one, that takes on particular character-
istics in relation to the disorder in which it is co-appearing. In other words, the basis 
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of the obsessive symptom probably follows pathogenic mechanisms and has neuro-
biological, genetic, neuroanatomical, neurochemical, or psychophysiological cor-
relates, stemming from the disturbance with which it is associated. This means that, 
rather than the obsessive symptom mechanisms being separate from the mecha-
nisms underlying the main disorder, the different mechanisms can influence and 
trigger each other in the context of a particular clinical presentation. Obsession, 
therefore, understood as a symptom with a specific pathogenic mechanism with its 
own psychopathological manifestations, can appear in many psychiatric disorders 
with sometimes-different phenomenological characteristics. Taking this into 
account, in the next analysis, transnosographic aspects of this dimension will be 
fully explored.

8.4  Obsessions and Schizophrenia

The frequency of obsessive symptoms in schizophrenia seems to be higher than in 
the general population. The percentage of schizophrenic patients having “obsessive- 
compulsive symptoms” reported in the literature fluctuates between 30% and 59% 
[62], and the frequency of OCD comorbidity in patients affected by schizophrenia 
has been estimated to range from approximately 8 to 23% [63]. In contrast, the 
appearance of schizophrenic symptoms in the course of OCD seems to be relatively 
rare and only slightly higher than the incidence of schizophrenia in the general 
population [64]. These data indicate that the schizophrenic disorder could present a 
vulnerability to obsessions, but not vice-versa. It has even been proposed that the 
presence of obsessive-compulsive symptoms could be an extreme mechanism of 
defence that takes place during the initial phase of the psychotic disorder [65].

Data suggest that, because of the involvement of similar functional brain net-
works (e.g. frontal cortex, basal ganglia) and neurotransmission systems (serotonin 
and dopamine), in these two disorders, it may be possible to identify a subgroup, 
designated schizo-obsessive [66]. However, it is not yet clear whether the presence 
of obsessive symptoms in schizophrenic patients is an indicator of good prognosis 
[67, 68] or, as has been found in the latest literature, of poor prognosis (in terms of 
clinical and functional outcomes, including responsiveness to treatment) [69–71]. It 
should be emphasised that these studies are affected by certain limitations related to 
sample inequalities and methodologies used.

Some studies have investigated obsessive-compulsive symptoms induced or 
markedly aggravated by second-generation antipsychotic treatment, particularly 
with clozapine (most frequent), olanzapine, and risperidone [72]. These effects, 
however uncomfortable and poorly tolerated by patients, must always be evaluated 
in the context of the overall intervention. It should be remembered that, especially 
in the case of clozapine, this is a drug used in resistant schizophrenia and one that is 
also effective for suicidal ideation [73]. Further, it is often used in monotherapy. 
Therefore, before suspending treatment, all possible caution should be exercised. In 
this regard, various strategies for augmentation with anti-obsessive drugs have been 
proposed, before discontinuing clozapine, and have also been shown to be effective 
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(aripiprazole and amisulpride) [74, 75]. Alternatively, CBT has also proved effec-
tive in some schizophrenic patients with obsessive-compulsive symptoms who did 
not respond well to the various pharmacological protocols [76].

8.5  Obsessions and Mood Disorders

The presence of obsessive-compulsive symptoms in mood disorders has been rec-
ognised especially in depression. Regarding bipolar disorder, obsessive-compulsive 
symptoms manifest themselves more often during depressive episodes and almost 
never during manic episodes. There is an apparent comorbidity between bipolar 
disorder and OCD: among OCD patients, 18.3% also have bipolar disorder, and 
among bipolar patients, 17% also have OCD. However, studies have shown that 
obsessive-compulsive symptoms occur frequently in depressive patients as well, 
with an approximate incidence of 20–40% [77].

This suggests that when there is a depressive disorder, obsessions can be, as in 
the case of schizophrenia, a defensive factor that appears to ease the suffering of the 
depressed patient. In the case of depression, an additional predisposing factor seems 
to be represented by a personality with traits or features of “obsessive” type. In 
contrast to what may happen in schizophrenic disorder, the obsessive-compulsive 
symptoms in depression keep their fundamental characteristics, especially with 
respect to awareness of illness.

8.6  Obsessions and Eating Disorders

In light of the new definition of eating disorders that emerged in the DSM-5 and new 
findings on their aetiopathogenesis, their relationship with OCD has also gained 
new significance. While earlier emphasis was placed on personality aspects, empha-
sising obsessive personality traits or comorbid OCD in patients with anorexia ner-
vosa, the concept of spectrum in this group of diseases is currently spreading and 
becoming increasingly accepted. In line with this, eating disorders can be consid-
ered as a spectrum within which, in addition to the more classical anorexia and 
bulimia nervosa, there are a number of other new disorders or behavioural altera-
tions, including anorexia, “reverse anorexia” or “bigorexia” (i.e. muscle dysmor-
phia, a phenomenon started among professional athletes and now rising in the 
general population) [78], “diabulimia” (an eating disorder specific to patients with 
diabetes, characterised by limiting insulin treatment to lose weight through sus-
tained hyperglycaemia) [79], “drunkorexia” (restricting food intake prior to drink-
ing alcohol to avoid weight) [80], and “pregorexia” (pregnant women who will 
reduce calories and exercise in excess in an effort to control pregnancy weight gain) 
[81]. Many of these eating disorders show strong affinity with OCD, in light of the 
well-known exercise of control. One condition in particular, which is not entirely 
pathological, is orthorexia nervosa. According to some authors, it appears that, 
aside from anorexia nervosa, obsessive phenomena seem to be most marked in this 
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disorder [82]. The term orthorexia nervosa describes people whose extreme diets, 
intended for health reasons, end up leading to malnutrition and/or impairment of 
daily functioning. Although studies on this are still few and with different method-
ological limits, it turns out that these patients, apart from poor insight, share many 
features with OCD and obsessive personality disorder, as anorexia nervosa does 
[83, 84]. The phenomenological aspects these disorders share include perfection-
ism, rigid thinking, preoccupation with details and perceived rules, and high levels 
of anxiety [85]. However, it is important to remember that there is a significant dif-
ference between this continuum and OCD, represented by the ego-syntonic experi-
ence present in eating disorders and usually absent in OCD. Nevertheless, these data 
give rise to new questions and further insights [86].

8.7  Treatments

The available research indicates that evidence-based psychotherapy options target-
ing the Obsessiveness dimension include Exposure with Response Prevention 
(ERP) and cognitive behavioural therapy (CBT) [87]. An interesting study suggests 
that basolateral amygdala-ventromedial prefrontal cortex connectivity seems to pre-
dict CBT outcome in obsessive-compulsive patients. Although this is reported only 
by one study, this data suggests that this cerebral structure might be a target of CBT 
for Obsessiveness [88].

Third-wave cognitive-behavioural therapies for OCD have become more popular 
in the past few years. These are therapies such as ACT (acceptance and commitment 
therapy) and MBCT (mindfulness-based cognitive therapy), which encompass cul-
tivating a different relationship with the symptoms, in which the patient is asked to 
observe the manifestation of the symptoms and accept them as they are. The hypoth-
esised mechanism underlying these therapies is that the maintenance of the symp-
toms is curtailed as the patient assumes a decentralised perspective towards them. 
Currently, there is no neuroimaging evidence on the circuits or brain areas modu-
lated by third-wave CBT targeting the Obsessiveness dimension, but it is reasonable 
to argue that these psychotherapeutic treatments target brain structures and circuits 
that are involved in the manifestation of obsessive and compulsive behaviour. 
Despite the good outcome of these therapies in targeting the Obsessiveness dimen-
sion, there is currently too little evidence in the literature to support their choice as 
a first-line therapy. However, they are good candidates for add-on therapies to com-
plement classical CBT and exposure with response prevention [89].

As concerns other available treatments targeting the Obsessiveness dimension, 
novel neurostimulatory techniques are able to target the cortico-striato-thalamo- 
cortical loop, involved in obsessive and compulsive behaviour. In particular, these 
techniques include deep brain stimulation (DBS), repetitive transcranial magnetic 
stimulation (rTMS), and transcranial direct current stimulation (tDCS), which all 
can elicit changes in specific brain regions implicated in obsessive and compulsive 
symptoms. A growing body of literature is showing that brain stimulation tech-
niques can improve symptoms by modulating cortico-striatal circuit activity [90, 
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91]. DBS targeting the nucleus accumbens (NAcc) reduced anxiety and obsessive 
symptoms in subjects with OCD and enhanced libido [92]. Even DBS of the ven-
tral caudate led in some cases to an improvement of OCD symptoms [93]. Two 
studies have shown that the application of inhibitory rTMS to both the left and 
right lateral orbitofrontal cortex (lOFC) led to a significant improvement of obses-
sive and compulsive symptoms, and this improvement was associated with a 
decrease in local metabolism of lOFC [94, 95]. Only two studies investigated tDCS 
targeting the OFC: Mondino et al. [96] showed a decrease of OCD symptomatol-
ogy that was maintained after a 1-month follow-up. The protocol consisted of ten 
twice-daily sessions of tDCS inhibitory stimulation of the left OFC. Bation et al. 
[97] used the same protocol as Mondino et al. and reported similar results. There is 
no evidence that electroconvulsive therapy (ECT) improves obsessive or compul-
sive symptoms [98].

These studies are still in their infancy, but the preliminary results and preclinical 
trials appear promising in their findings, mostly with regard to resistant symptoms 
that exist transdiagnostically across traditional categories of psychiatric suffering.

8.8  Findings

The SVARAD describes the Obsessiveness dimension as “Doubtfulness, rigidity, 
meticulousness, perfectionism; repetitive behaviours aimed at preventing, checking, 
controlling; presence of obsessions, compulsions”. As described in the previous 
chapters, each item of the SVARAD is scored on a 5-point rating scale (from 0 to 4), 
where the highest score represents a profound presence of “invasive obsessions and 
compulsions, present for the vast majority of the day, non-controllable, with impair-
ment of the social and occupational activities”. Among the SVARAD dimensions, 
Obsessiveness is probably the one that is most closely linked to a specific diagnostic 
category. However, it was introduced into dimensional assessment because clinical 
experience has suggested that non-OCD disturbances often have an Obsessiveness 
component or manifestation: for example, body dysmorphic disorder (BDD), 
trichotillomania, and hoarding disorder. SVARAD studies reported Obsessiveness 
findings from both the inpatient and outpatient groups of our sample. We present 
here data concerning our diagnostic groups, exploring how the SVARAD 
Obsessiveness dimension is present as a transdiagnostic feature (Table 8.1).

This section reviews Obsessiveness findings from both the inpatient and outpa-
tient groups of our sample.

The SVARAD Obsessiveness dimension shows low mean scores in the psychiat-
ric inpatient group as a whole (Fig. 8.1), as well as in the outpatient sample (Fig. 8.2).

High scores on the SVARAD Obsessiveness dimension in the inpatient group 
were most highly correlated with OCD, followed by schizophrenia, bipolar disorder, 
depressive episode, major depressive disorder, and psychotic disorder NOS. Figure 8.3 
shows the mean (±standard deviation) value of the SVARAD Obsessiveness dimen-
sion in the inpatient sample for several DSM-IV-TR diagnostic categories. The high-
est mean values were observed in OCD (2.72 ± 1.48), followed by schizophrenia 
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(0.45 ± 0.95), bipolar disorder-depressive episode (0.38 ± 0.87), major depressive 
disorder (0.36 ± 0.71), and finally, psychotic disorder NOS (0.30 ± 0.86).

It’s interesting to point out that, although mean Obsessiveness scores were low 
throughout the inpatient group, 25.1% of depressive patients (Fig.  8.4), 20% of 
bipolar-depressive episode patients (Fig. 8.5), and 23.3% of schizophrenic patients 
(Fig. 8.6) have an Obsessiveness score greater than zero. From a clinical viewpoint, 
this suggests that taking this dimension into account could lead to better under-
standing and treatment of one out of four cases.
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The mean SVARAD profile for OCD in the inpatient sample displayed a 4-1-2 code 
type and is shown in Fig. 8.7. Multiparametric analysis showed the highest peak for the 
Obsessiveness dimension (2.88  ±  1.35), two peaks for the Apprehension/Fear 
(2.25 ± 1.16) and Sadness/Demoralisation (2.25 ± 1.03) dimensions, and a final peak 
for the Apathy (2.13 ± 1.45) dimension, all with mean scores above 2. Four out of eight 
cases had a moderate grade of Apprehension/Fear, and one out of three had a severe/
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extreme value for this dimension. One patient out of three had a moderate degree of 
Sadness/Demoralisation, while one out of three had severe to extreme degrees of this 
dimension. One half of the group had severe to extreme degrees of Apathy.

Obsessiveness was negatively correlated with Impulsivity (0.636  ±  1.027, 
Rho = −0.71, p = 0.038) and Activation (0.545 ± 1.214, Rho = −0.629, p = 0.038). 
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Significant positive correlations were also seen between Obsessiveness and 
Apprehension/Fear (Rho = 0.147, p < 0.001), Sadness/Demoralisation (Rho = 0.148, 
p < 0.001), and Apathy (Rho = 0.51, p < 0.001).

Regarding the Obsessiveness dimension, values were highest for the OCD 
DSM-IV diagnostic outpatient group, which displayed mean values just above a 
score of 2, which is lower than those in the OCD inpatient group, as expected, 
because of less severe psychopathology in the outpatient group (Fig. 8.8). The high-
est mean values were observed in OCD (2.68 ± 0.97), followed by eating disorders 
(0.62 ± 0.89), delusional disorder (0.58 ± 0.90), bipolar disorder-depressive episode 
(0.45 ± 0.73), and schizophrenia (0.39 ± 0.76).

0

1

2

3

4

S
V

A
R

A
D

 m
ea

n 
va

lu
es

Inpatients

N = 8

App
re

he
ns

ion
/F

ea
r

Sad
ne

ss
/D

em
or

ali
sa

tio
n

Ang
er

/A
gg

re
ss

ive
ne

ss

Obs
es

siv
en

es
s

Apa
thy

Im
pu

lsi
vit

y

Rea
lity

 D
ist

or
tio

n

Tho
ug

ht
 D

iso
rg

an
isa

tio
n

Som
at

ic 
Pre

oc
cu

pa
tio

n/
Som

at
isa

tio
n

Acti
va

tio
n

Obsessive-compulsive disorder

Fig. 8.7 SVARAD profile 
of inpatients with 
obsessive-compulsive 
disorder: Mean values and 
standard deviations. Code 
type: 4-1-2 (N = 8)

0

1

2

3

4

S
V

A
R

A
D

 m
ea

n 
va

lu
es

Outpatients

Obsessiveness

M
ajo

r d
ep

re
ss

ive
 d

iso
rd

er
Dys

th
ym

ia

Dep
re

ss
ive

 d
iso

rd
er

 N
OS

BD - 
de

pr
es

siv
e 

ep
iso

de

BD - 
hy

po
m

an
ic/

m
an

ic 
ep

iso
de

Obs
es

siv
e-

co
m

pu
lsi

ve
 d

iso
rd

er

Eat
ing

 d
iso

rd
er

Anx
iet

y d
iso

rd
er

 N
OS

Pan
ic 

dis
or

de
r

Bor
de

rlin
e 

pe
rs

on
ali

ty 
dis

or
de

r

Som
at

ic 
sy

m
pt

om
 d

iso
rd

er

Sch
izo

ph
re

nia

Psy
ch

ot
ic 

dis
or

de
r N

OS

Delu
sio

na
l d

iso
rd

er

Gen
er

ali
se

d 
an

xie
ty 

dis
or

de
r

Fig. 8.8 SVARAD 
Obsessiveness dimension 
across outpatients’ 
diagnostic categories: 
Mean scores and standard 
deviations

8 The Obsessive-Compulsive Dimension



248

One patient out of three in the following diagnostic categories had an 
Obsessiveness score between mild and severe: eating disorders (40%) (Fig. 8.9), 
bipolar disorder-depressive episode (36%) (Fig.  8.10), delusional disorder 
(33.8%) (Fig. 8.11), and schizophrenia (30%) (Fig. 8.12). One patient out of four 
in the following diagnostic categories had an Obsessiveness score between mild 
and severe: psychotic disorder NOS (27%), dysthymia (27%) (Fig. 8.13), somato-
form disorders (26%) (Fig. 8.14), major depressive disorder (25%) (Fig. 8.15), 
anxiety disorder NOS (24%), and finally, borderline personality disorder (23%) 
(Fig. 8.16). Although the mean Obsessiveness scores seem low, one quarter to one 
third of patients of several diagnostic groups had a mild to severe degree of 
Obsessiveness, indicating that this dimension should be considered for better 
comprehension and treatment. Mild to moderate Obsessiveness probably predicts 
to some extent a more problematic relationship with rumination, compulsivity, 
and doubtfulness, while from a pharmacological perspective, it suggests the 
choice of 5-HT antidepressants rather than noradrenergic or dopaminergic 
antidepressants.

The SVARAD dimensional profile of the outpatient OCD group showed a 4-1-2 
code type. The Obsessiveness dimension had the highest mean values (2.68 ± 0.98), 
followed by Apprehension/Fear (2.16 ± 0.86), Sadness/Demoralisation (1.48±0.96), 
Apathy (0.77 ± 0.92), and Aggressiveness (0.77 ± 0.92) (Fig. 8.17). As Fig. 8.17 
shows, more than one half of the group displayed a moderate degree of Apprehension/
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Fear, while nearly one patient out of four displayed a severe degree of Apprehension/
Fear. One half of the group had a moderate to severe degree of Sadness/Demoralisation. 
One patient out of four showed a moderate degree of Aggressiveness: that is, a clini-
cally significant proportion.
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scores in the borderline 
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8.9  Discussion

As expected, our findings showed low mean Obsessiveness dimension scores for 
several categories, with the exception of the OCD diagnostic category, both in the 
inpatient and outpatient groups. Regarding the OCD group, the SVARAD mean 
profiles for the inpatient and outpatient samples showed different clinically signifi-
cant dimensional components for OCD. The OCD group consisted of 8 out of 867 
inpatients and 31 out of 1124 outpatients. Given that seldom is OCD so severe as 
to require acute hospitalisation in Italian general hospital psychiatric wards, our 
OCD inpatient group represents patients with very severe symptoms, so that our 
findings may only be partially representative of the whole diagnostic category.

The first finding concerning low values of the Obsessiveness dimension in the 
whole inpatient and outpatient group reflects the fact that obsessiveness and iterativ-
ity are uncommon in psychiatric diagnoses other than OCD.  This differs from 
Apprehension/Fear and Sadness/Demoralisation, which are widespread and present 
in various psychopathological disorders. In inpatients, after the OCD diagnostic 
category, the Obsessiveness dimension scores were the second and third most rele-
vant dimensions in schizophrenia and bipolar disorder-depressive episode, 
respectively.

In the outpatient sample, Obsessiveness was the second and third most relevant 
dimension in eating disorders and delusional disorder, respectively (see Figs. 8.3 
and 8.8). As concerns schizophrenia, our relatively high Obsessiveness SVARAD 
scores in some cases are not surprising: possible obsessive thoughts and iterative 
behaviours have often been described in the psychopathological literature for this 
diagnostic category, before and after the DSM-III [66, 68, 99]. Their presence, how-
ever, was not formally included in the DSM and ICD criteria for schizophrenia or 
delusional disorder. In light of this absence, SVARAD representation seems to be 
meaningful for psychopathological completeness and subsequent treatment. Two 
clinical cases might better illustrate this concept.

Case Vignette 1: Paranoid Schizophrenia
Mary is a 46-year-old woman with a DSM-IV-TR diagnosis of paranoid 
schizophrenia. She lives in a therapeutic community and has a middle-school 
diploma. She was hospitalised for 17 days. Her SVARAD dimensional profile 
shows the highest peak in the Obsessiveness dimension (score 4), followed by 
Apathy, Reality Distortion, and Thought Disorganisation (score 3), and finally 
Anger/Aggressiveness, Apprehension/Fear, and Activation (score 2) 
(Fig. 8.18). Psychopharmacological treatment was utilised to address the psy-
chopathological needs of this patient, including the following treatments tar-
geting the SVARAD dimensions: Reality Distortion (quetiapine RP 400 mg/
day), Obsessiveness (sertraline 50 mg/day), Activation, Anger/Aggressiveness, 
and Apprehension/Fear (valproic acid CH 1000 mg/day, diazepam 20 mg/day, 
and clonazepam 6 mg/day).
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Case Vignette 2: Psychotic Disorder Not Otherwise Specified
Michael is 29 years old, with a DSM-IV-TR diagnosis of Psychotic Disorder 
NOS. He lives with his parents, has a middle-school diploma, and is  currently 
not working. He was hospitalised for 10 days. His SVARAD dimensional 
profile shows the highest peak in the Obsessiveness dimension (score 4) fol-
lowed by Apprehension/Fear, Sadness/Demoralisation, Apathy, and Somatic 
Preoccupation/Somatisation (score 3). The Reality Distortion and Thought 
Disorganisation dimensions reached scores of 2. The patient did not fulfil 
DSM-IV-TR diagnostic criteria for obsessive-compulsive disorder or major 
depressive disorder. The patient was treated with olanzapine, a second-gen-
eration antipsychotic that may cause OCD symptoms OCDS (Fig.  8.19). 
Psychopharmacological treatment was utilised to address the psychopatho-
logical needs of this patient, including the following treatments targeting the 
SVARAD dimensions: Obsessiveness (fluoxetine 20  mg/day and aripipra-
zole 15 mg/day), Sadness/Demoralisation and Apathy (venlafaxine 150 mg/
day), Reality Distortion (olanzapine 10 mg/day and aripiprazole 15 mg/day), 
and Apprehension/Fear (zolpidem 10 mg/day, gabapentin 900 mg/day, and 
clonazepam 5 mg/day).
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It is also interesting to point out that the DSM-5 introduces three levels of insight 
concerning beliefs associated with OCD: good insight, poor insight, or no insight/
delusional belief. A patient with an OCD diagnosis at this last level of insight should 
not be diagnosed—according to the DSM-5—as a psychotic disorder. The differen-
tial diagnosis suggested by the DSM-5 is to classify obsessions and compulsions 
without insight as schizophrenia or schizoaffective disorder only if the patients 
include in their clinical manifestation hallucinations or formal thought disorders 
(DSM-5, 2013, p. 241).

The issue of differential diagnosis between OCD and schizophrenia is, however, 
difficult in some clinical cases and has been under debate for many years and from 
several perspectives. Obsessions and compulsions in the past were seldom recog-
nised by clinical psychiatry as a possible component in some clinical pictures of 
these disorders. As Fineberg [100] emphasises:

In the past OCD was thought to have more in common with psychotic disorders than we 
recognize today…Like OCD, schizophrenia develops in early adulthood, runs a chronic 
course, and shows roughly equal gender ratios in clinical cohorts. Co-occurrence of OCD, 
bizarre grooming, and hoarding in schizophrenia is well recognized… it remains unclear 
whether the observed overrepresentation of obsessive-compulsive symptoms in schizophre-
nia reflects true comorbidity, more severe illness, or distinct neuropsychological substrates 
unique to this group.
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Obsessive-compulsive symptoms of a neurotic disorder were viewed, accord-
ing to the psychodynamic perspective, as the “last” defence from a psychotic 
decompensation and the emergence of a schizophrenic disorder. Their appear-
ance during the clinical course of schizophrenia, conversely, might suggest the 
beginning of an improvement of the psychotic state towards a “less severe” and 
better integrated neurotic functioning. Bahnson (1966), in his psychodynamic 
model of “psychophysiological complementarity”, for instance, proposes the 
hypothesis that the relationship between OCD and schizophrenia reflects a 
larger degree of behavioural regression under stress for the latter, as a conse-
quence of external life events or severe internal intrapsychic conflicts [101]. It 
is interesting to point out that the SVARAD seems to be able to capture 
Obsessiveness components within non-OCD disorders, and this represents a rel-
evant finding for complete psychopathological assessment and treatment of 
many patients. Of note, Bellodi [102] discusses the need for a fine cross-sec-
tional psychopathological analysis but also the observation of the longitudinal 
course of the clinical picture of these cases for the differential diagnosis between 
OCD with poor insight and schizophrenia. With regard to our findings of mild 
mean Obsessiveness values in eating disorder outpatients, the issue of comor-
bidity between eating disorders and OCD has been widely discussed, as has 
been the presence of obsessive-compulsive symptoms in eating disorders. The 
DSM-5 considers obsessive-compulsive symptoms in the differential diagnosis 
of anorexia nervosa but not bulimia nervosa, suggesting that OCD comorbidity 
should only be considered if the individual shows obsessions and compulsions 
which are not related to food. Eating disorders have also been extensively dis-
cussed as belonging to the OCD spectrum [85, 86]. The following case vignette 
can better illustrate this concept.

Case Vignette 3: Anorexia Nervosa
Sara is a 30-year-old woman with a DSM-IV-TR diagnosis of anorexia 
 nervosa. She lives with her parents and has a high school degree. She is cur-
rently studying at a university. She was hospitalised for a duration of 12 days. 
Her SVARAD dimensional profile showed the highest peak in the 
Obsessiveness dimension (score 4), followed by Sadness/Demoralisation, 
Apathy and Impulsivity (score 3), and Apprehension/Fear (score 2) 
(Fig.  8.20). The patient did not fulfil DSM-IV-TR diagnostic criteria for 
OCD or major depressive disorder. She was treated with clomipramine 
150 mg/day (targeting Obsessiveness and Sadness/Demoralisation), topira-
mate 50  mg/day, and olanzapine 10  mg/day (targeting Impulsivity and 
Apprehension/Fear), together with medical treatment to support metabolic 
functions.
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Considering the above discussion about psychotic disorders, eating disorders, 
and OCD symptoms and the formulation of clear-cut criteria and categorical dis-
tinction by the DSM-5, it is interesting to point out how the routine use of the 
SVARAD might be useful in the clinical setting. The SVARAD allows the recogni-
tion of Obsessiveness components in both disorders, even if they do not fully satisfy 
the criteria for classification of OCD as a comorbidity. Of some interest is the fact 
that the SVARAD Obsessiveness dimension displays a significant role in major 
depression. Although not relevant for this diagnostic group as a whole, the recogni-
tion of a major depression subgroup with significant Obsessiveness components is 
of peculiar interest because of its potential role for assessment of the intrapsychic 
functioning and the choice of psychopharmacological treatment, perhaps suggest-
ing 5HT-ergic (such as clomipramine and SSRI) antidepressants as better than 
 noradrenergic antidepressants [103]. In the OCD inpatients, we found that the 
Obsessiveness dimension displayed the highest score, followed by Apprehension/
Fear, Sadness/Demoralisation, and Apathy (all with mean scores above 2). 
Furthermore, Obsessiveness was negatively correlated with Impulsivity (r = −0.71, 
p = 0.038) and Activation (r = −0.629, p = 0.038), and positively correlated with 
Apprehension/Fear (Rho = 0.147, p < 0.001), Sadness/Demoralisation (Rho = 0.148, 
p  <  0.001), and Apathy (Rho  =  0.51, p  <  0.001). In the OCD outpatients, the 
SVARAD dimensional profile also showed the highest value for the Obsessiveness 
dimension, followed by Apprehension/Fear, Sadness/Demoralisation, Apathy, and 
Anger/Aggressiveness. Unlike in the inpatient OCD group, Apathy mean scores 
were below 1, suggesting lesser impairment of affective reactivity and more active 
involvement with life. One can argue that these results are a reflection of a less 
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Fig. 8.20 A patient 
with anorexia 
nervosa. SVARAD 
Code type 4-2-6
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severe psychopathology than that of the inpatient group. In addition, the outpatient 
group showed, as the fourth peak, Anger/Aggressiveness: this finding could confirm 
the association of anger with symptom subtypes in severe OCD outpatients [104]. 
The two SVARAD dimensional mean profiles for OCD inpatients and outpatients 
reflect the main different components of suffering that the clinician can observe in 
these patients. These components are not formally included in DSM-5 and ICD 
diagnostic criteria. The clinical picture of OCD patients—even when cases fulfil the 
DSM criteria—can significantly differ from individual to individual.

Case Vignette 4: Obsessive-Compulsive Disorder
Marc is 69 years old, with a DSM-IV-TR diagnosis of obsessive-compulsive 
disorder. He lives alone and is an unemployed university graduate. He was 
hospitalised for a duration of 16 days. His SVARAD profile shows two main 
peaks (score 4) in Obsessiveness and Sadness/Demoralisation, followed by a 
third peak in Apathy (score 3) and a fourth peak in Apprehension/Fear (score 
2). The patient does not fulfil the DSM criteria for a depressive episode or 
major depressive disorder (Fig. 8.21).

The psychopharmacological treatment addressed the psychopathological 
needs of this patient, including the following treatments targeting the profile’s 
dimensions: Obsessiveness (sertraline 50 mg/day, aripiprazole 10 mg/day), 
Sadness/Demoralisation and Apathy (venlafaxine 150  mg/day), and 
Apprehension/Fear (diazepam 20 mg/day and quetiapine SR 100 mg/day).
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Fig. 8.21 A patient 
with obsessive-
compulsive 
disorder. SVARAD 
Code type 4-2-5
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Case Vignette 5: Obsessive-Compulsive Disorder with Comorbid Diagnosis of 
Psychotic Disorder NOS
Colette is 37 years old, with a DSM-IV-TR diagnosis of OCD with comorbid 
psychotic disorder NOS. She currently lives with her parents and is unem-
ployed. She was hospitalised for a duration of 18 days. The patient also takes 
a full dose of clozapine, and this may induce the onset of obsessive symptoms. 
Her SVARAD profile shows two main peaks (score 4) in Obsessiveness and 
Apathy, followed by Apprehension/Fear, Sadness/Demoralisation, Reality 
Distortion, and Thought Disorganisation (score 2) (Fig. 8.22). The psycho-
pathological needs of this patient were addressed through psychopharmaco-
logical treatment, including the following drug treatments targeting the 
profile’s dimensions: Reality Distortion (clozapine 500  mg/day), Sadness/
Demoralisation and Apathy (lamotrigine 150  mg/day, as a mood stabiliser 
with mild antidepressant properties), Apprehension/Fear (zolpidem 7.5 mg/
day and diazepam 4 mg/day), and Obsessiveness (clomipramine 150 mg/day).
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Fig. 8.22 A patient 
with obsessive-
compulsive disorder 
with comorbid 
diagnosis of 
psychotic disorder 
not otherwise 
specified. SVARAD 
Code type 4-5-7

Another issue resulting from our findings is the presence of the Obsessiveness 
dimension at mild (score 1) to moderate (score 2) levels in several DSM-IV diagnostic 
groups, as well as mild to severe (score 3) levels in other groups. As previously 
reported, in outpatients, one patient out of three shows an Obsessiveness score between 
mild and severe for the following disorders: eating disorders (40%), bipolar disorder 
and depressive episode (36%), delusional disorder (33.8%), and schizophrenia (30%). 
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One outpatient out of four shows mild to severe Obsessiveness for the following dis-
orders: psychotic NOS (27%), dysthymia (27%), somatoform disorders (26%), major 
depressive disorder (25%), anxiety disorder NOS (24%), and finally, borderline per-
sonality disorder (23%). In a similar way, although mean Obsessiveness scores were 
low in the whole inpatient group, 25.1% of major depression patients, 20% of bipolar 
patients- depressive episode, and 23.3% of schizophrenic patients have an 
Obsessiveness SVARAD score between 1 (mild) and 4 (very severe).

In both inpatient and outpatient groups, some degree of Obsessiveness is present 
in a small but significant proportion of cases, providing suggestions for clinical 
attention and more precise psychopharmacological targeting and related interven-
tions. The construction of the therapeutic alliance should take into account the pos-
sible presence of patient characteristics like doubtfulness, inflexibility, preciseness, 
checking or preventing behaviours, presence of obsessions or compulsions, rumina-
tion, and some tendency towards slowness, ranging from mild to severe. Although 
mean Obsessiveness scores seemed low, in one third to one quarter of patients from 
several diagnostic groups, Obsessiveness played a role, from mild to severe, that 
could be considered as helpful for better comprehension and treatment.

Finally, our studies of the Obsessiveness SVARAD dimension have several limi-
tations. The first is that the assessment of the Obsessiveness dimension does not 
allow distinguishing between obsessions and compulsions. This was a methodolog-
ical choice in the construction of the SVARAD, for the sake of simplicity, because 
obsessions, iterative manifestations, and compulsions are clinically often—although 
not always—presented as concomitants in the same patient. This represents a limi-
tation of the studies with regard to the obsessive compulsive spectrum of these dis-
orders, which may manifest more strongly in iterative/compulsive behaviour than in 
the obsessive component. In all of these cases, further psychopathological assess-
ment with specific instruments should be added, even if they require more complex 
designs, personnel, and time.

A second limitation is the fact that the cases discussed in this chapter are limited 
to a cross-sectional observation. Further analyses are needed, taking into account 
longitudinal course and, particularly, response to treatment, via pre- and post- 
discharge assessments.
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