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Sir,

Recently, there has been a resurgence of interest in
Cotard’s syndrome [1, 2, 11]. In addition to exploring
its biological basis [5-7, 9], an attempt has been made
to stage this syndrome [11]. A case of Cotard’s syn-
drome is described keeping in the background the
recent trends in its neurobiological underpinnings and
staging.

A 32-year-old man, having a history of bipolar disor-
der in a maternal aunt, presented with illness of about
14-month’s duration. To start with he had sudden
onset of strange sensations inside his head and abdo-
men. Simultaneously he became sad and developed
poor sleep and appetite. Within the next 3 weeks,
patient developed a firm conviction that he had no
brain and heart. At that time, following visualization of
a hallucinated scene depicting him having sexual inter-
course with his wife, he became anxious and consulted
a local practitioner. He did not find any improvement
with the prescribed sedative pills; rather, his depressive
symptoms worsened and hence he consulted us.

Physical examination was normal and so were blood
investigations, ECG and CT scan of brain. EEG showed
nonspecific background abnormalities. Following
elevated Bender’s visuomotor gestalt test scores, the
Strub and Black battery [10] was performed, which
revealed frontal and parietal lobe dysfunction (con-
structional apraxia). Psychiatric examination revealed
anxious and irritable affect, prominent nihilistic delu-
sions that he had no brain and heart and delusion of
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persecution. Besides his depressive cognition, he also
recounted, retrospectively, a single episode of visual
hallucinations.

Treatment was initiated with amitriptyline 25 mg/d
and flupenthixol 3 mg/d. Within 2 days of starting
these drugs, he developed manic symptoms, hence,
amitriptyline was stopped and valproate was started.
Surprisingly, his nihilistic delusions disappeared within
these 2 days, though persecutory delusions persisted.
Following the resolution of mania with sodium val-
proate (600-800 mg/d) and flupenthixol (3 mg/d), he
was discharged from the hospital.

In addition to the denial of the existence of vital
organs, a type of nihilistic delusion, the patient also had
other features which accompany Cotard’s syndrome,
namely, bodily sensations, visual hallucinations and
suicidal ideation [3].

Denial of existence of normal body parts is a sign of
parietal lobe dysfunction, which also occurs in the
lesions of dorsolateral frontal lobe, cingulate gyrus,
thalamus and neocortex (caudate and putamen) [4].
Notably, denial of organs is also the core feature of
Cotard’s syndrome and observed abnormalities of fron-
tal and fronto-parietal [5-7, 9] suggest the possible
involvement of these regions in the onset of nihilistic
delusion.

Similar to another report [11], the longitudinal pro-
file of our patient’s illness can also be divided into
germination stage (depression, cenesthopathy and
hypochondriasis), blooming stage (full development of
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symptoms of Cotard’s stage) and chronic stage (system-
atization and change to paranoia with receding of
depression). The chronic stage in this patient was cut
short by the appearance of manic symptoms. Since
seizures, artificial or natural [8], alleviate this syndrome,
a similar role for manic switch noted in this case can be
expounded considering that kindling is an accepted
hypothesis for bipolarity.
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