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In addition to the well-known cognitive impairment following traumatic brain injury (TBI), neuropsychiatric sequelae
are often reported as well. Although not the most common neuropsychiatric consequence of TBI, obsessive-compulsive
disorder (OCD) has been associated with TBI. However, diagnosing new onset OCD secondary toTBI is complicated by
the potential for cognitive impairment secondary toTBI masquerading as OCD. In particular, memory difficulties and
executive dysfunction may be confused as representing obsessions and compulsions. Research in this area, which could
guide clinical practice, remains limited. In addition to using Diagnostic and Statistical Manual of Mental Disorders,
Fifth Edition (DSM-V) criteria, neuropsychological testing and collateral interviews may help clinicians when
considering differential diagnoses in this complex area of neuropsychiatry.
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Traumatic brain injury (TBI) is a significant cause
of disability. Impairments in physical, cognitive, psycho-
logical, and behavioral functioning are common.
Neuropsychiatric disorders1–3 are also common sequelae
of TBI. Posttraumatic psychiatric disorders are asso-
ciated with poorer longer-term outcome4 and may hinder
rehabilitation. Although not the most prevalent clinical
presentation post-TBI, obsessive-compulsive symptoms
have been reported after TBI.5–14,16 However, the
relationship between TBI and obsessive-compulsive
phenomena remains poorly understood. What is currently
known about this complex area of neuropsychiatry?

Neuroanatomical models of OCD in patients without
TBI implicate frontostriatal pathophysiology.17,18 The
neuropsychology of idiopathic OCD has been extensively
researched, with some conflicting results. Nevertheless,
cognitive deficits have been reported, including execu-
tive and memory problems among others. A recent meta-
analysis of neuropsychological studies in adults with
OCD reported the magnitude of impairments to be in the
medium range for executive functions (ie, planning,

response inhibition, cognitive flexibility), processing
speed, and sustained attention, while small effect sizes
were reported for visuospatial abilities and working
memory.19

Prevalence estimates vary, with up to 14%20 of
individuals with TBI reporting new-onset OCD.
However, it is likely that factors such as sampling biases,
the use of different instruments (eg, self-report versus
structured clinical interview) to assess OCD symptoma-
tology, and underreporting of symptoms may account
for relatively large discrepancies in prevalence rates.
Generally, the clinical features of post-TBI OCD are
thought to be similar to those observed in idiopathic
OCD.13 Furthermore, these clinical features seem to
co-occur in the context of specific cognitive deficits,
including impairments on tasks of executive function,
memory, and general intellectual ability. However, some
research has failed to find support for an overlap of
executive deficits in an idiopathic OCD versus TBI-only
groups.15 Nevertheless a commensurate pattern of
clinical and neuropsychological features was reported
by Berthier et al11 in a sample of 10 TBI patients who also
fulfilled diagnostic criteria for OCD.

A few case reports of OCD after TBI also exist,7,10,12

including, for example, the interesting case of a male
with contamination concerns and ritualistic behavior

*Address for correspondence: Dr. Rudi Coezter, Consultant
Neuropsychologist, North Wales Brain Injury Service, Betsi Cadwaladr
University Health Board, Colwyn Bay Hospital, Hesketh Road, Colwyn
Bay, LL29 8AY, UK.
(Email: Rudi.Coetzer@wales.nhs.uk)

CNS Spectrums (2015), 20, 463–465. © Cambridge University Press 2015
doi:10.1017/S109285291500053X

EDITORIAL

https://doi.org/10.1017/S109285291500053X Published online by Cambridge University Press

mailto:Rudi.Coetzer@wales.nhs.uk
https://doi.org/10.1017/S109285291500053X


(eg, counting, motor compulsions, praying) to alleviate
anxiety associated with obsessions.6 Not much is known
about the temporal relationship between TBI and
OCD. Obsessions and compulsions have been reported
to emerge during the very early post-acute phase12,16

(ie, 1 week–2 months post-TBI), as well as up to 2 years
post-injury.10

Cognitive impairments, such as deficits in memory,
executive function, attention, and processing speed, are
commonly observed in patients with OCD post-TBI,5,7,13

which suggests a possible association between cognitive
impairment and OCD secondary to TBI. Conversely,
whether the presence of an anxiety disorder, such as
OCD, influences specific aspects of cognitive function-
ing in TBI populations is unknown. Indeed, we know
that a number of psychiatric disorders, including OCD,
have reasonably well-established cognitive correlates
(eg, attentional deficits associated with depression) in
the wider population.

Current thinking suggests multiple potential etiolo-
gies in the development of post-TBI OCD. These include
pre-existing variables (eg, coping style, premorbid
personality), type and location of lesion (eg, orbito-
frontal region and frontal-subcortical circuits), and
psychological response to TBI-related disturbances
(eg, cognitive deficits) and subsequent functional impair-
ments.21 Nevertheless, numerous studies have linked
damage to frontal, temporal, and cingulate regions, and
the basal ganglia, or both, in patients with OCD
secondary to TBI.8,9 However, the exact biological basis
for OCD post-TBI remains poorly understood.

Post-injury psychological response to cognitive
disability has also been posited to underpin the develop-
ment and maintenance of anxiety disorders in this
population, with some recent findings supporting this
theory.2,22 Thus, cognitive deficits observed in partici-
pants with post-injury OCD may be due to the effects of
general comorbidity on cognition, as opposed to OCD
per se. Indeed, studies suggest that comorbidity is the
rule rather than exception in TBI populations.2,24

Specific environmental (eg, substance use, preexisting
psychopathology, family support) or biological
(eg, additional organic illness) vulnerability factors are
also likely to interact with injury-related variables to
affect the experience and outcome of TBI.

Diagnosing OCD in the context of TBI is complicated
due to the potential for overlapping symptomatology
between conditions.7,8 Cognitive impairments asso-
ciated with TBI clearly have the potential to mimic
aspects of the clinical presentation of idiopathic OCD.
For example, memory deficits following TBI may result
in excessive checking of tasks, mirroring compulsions
observed in OCD. Likewise, executive function impair-
ments resulting in perseverative behavior may mimic
the repetitive behavioral patterns typical of OCD.

Similarly, poorer speed of information processing
following TBI may be indistinguishable from obsessional
slowness. Thus, disentangling whether particular symp-
toms better reflect the well-known cognitive impair-
ments characteristic of TBI, or new-onset OCD, is
challenging. Memory performance may be a more useful
cognitive indicator to consider when diagnosing OCD
secondary to TBI, and a diagnosis of OCD secondary to
TBI should probably be questioned when OCD-type
symptomatology occurs alongside significant deficits in
memory.7

The fifth edition of the Diagnostic and Statistical
Manual of Mental Disorders23 outlines guidance for
the diagnosis of neuropsychiatric comorbidities in
TBI populations. According to DSM-V23 criteria, OCD
symptomatology occurring secondary to a medical
condition should be coded as “OCD due to Another
Medical Condition.” Furthermore, it is possible to
specify whether OCD-like symptoms, appearance pre-
occupations, hoarding symptoms, hair-pulling, or
skin-picking symptoms predominate the clinical picture.
As highlighted above, there is limited research evidence
supporting a direct pathophysiological link between
damage to specific brain structures and pathways
following TBI, and subsequent OCD. Thus, medical
indicators (eg, functional and structural imaging
techniques) may currently offer only modest utility in
aiding diagnostic accuracy of OCD secondary to TBI.
Accordingly, consideration of other factors not currently
outlined in DSM-V23 may help to further confirm or
reject a diagnosis of OCD post-injury. For example, the
fact that cognitive impairment commonly observed early
post-injury has the potential to mirror OCD symptoms
requires careful consideration.

Structured neuropsychological testing may help
elucidate whether specific behaviors typically associated
with OCD (ie, excessive checking, compulsive and
inflexible behavioral patterns) might better represent
underlying cognitive impairment (eg, memory, executive
deficits) commonly observed following TBI. Moreover, as
time since injury elapses and the temporal link between
injury and OCD onset becomes more ambiguous, the
potential impact of nonbiological factors upon clinical
presentation should be considered. For example,
environmental changes (eg, change in living situation,
disruption to established routines) or an increase in
environmental demands (eg, return to employment) may
exacerbate post-injury memory difficulties and accom-
panying anxiety. Such environmental changes may lead
to excessive checking, repetitive behaviors, and asso-
ciated anxiety, potentially being mistaken for new-onset
OCD. Indeed, anxiety post-TBI may be a psychological
response to cognitive disability (eg, memory difficulties)
and the associated impairment in adaptive functioning,
and not necessarily indicate the presence of “pure”OCD
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symptomatology. If OCD-like symptoms (eg, checking)
after TBI are considered to actually reflect injury-related
cognitive impairment (eg, memory), a diagnosis of
“Major or Mild Neurocognitive Disorder due to TBI”
should be considered.23

Despite much research in the area, in reality little is
known about OCD secondary to TBI. Accurate preva-
lence data regarding OCD after TBI are lacking, as is
our current understanding regarding key etiological
mechanisms involved in the emergence of the disorder.
The clinical phenomenology and cognitive functioning
of TBI patients who report new-onset OCD are almost
identical to idiopathic OCD samples, suggesting a
possible association between both conditions, although
the nature of this association remains unclear. DSM-V23

provides helpful guidance on diagnosing OCD in the
context of a medical condition, but the potential for
overlapping symptomatology between TBI and OCD
makes reaching a diagnosis challenging. Ultimately,
what is the relevance of what may appear to be an overly
meticulous focus on diagnostic issues in a complex,
multifactorial area of neuropsychiatric presentation?
Accurate diagnostic formulation is the cornerstone of
treatment plans. This is of course the case in brain injury
rehabilitation also. “OCD after TBI,” which in fact
represents cognitive impairment, may respond better to
cognitive rehabilitation (including memory compensa-
tory strategies), whereas “true OCD” associated with
TBI, may require different treatment strategies,
including pharmacological and psychological (for exam-
ple, cognitive behavior therapy and response prevention)
approaches.
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