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CASE REPORT-1
A 72-year-old female, house wife, living with her son and her 
daughter-in-law, presented with a history of sudden onset right 
sided hemiparesis one month prior to presentation. She was 
treated and later discharged from the medicine department. Later 
she presented in the Department of Psychiatry GTB Hospital with 
complaints of fear that somebody wanted to kill her. She was 
afraid of going outside alone or even with someone. She was not 
able to concentrate on her daily routine work and had decreased 
involvement in social activities. She would report seeing images 
which were not perceived by other people. There was no history of 
altered sensorium, fever, suicidal tendency or recurrent thoughts of 
death, emotional liability, obsession and compulsion, palpitations, 
impending doom, flight of ideas, grandiosity or drug abuse. 
There was no significant past history of any similar episode or of 
hypertension, diabetes, old stroke, coronary artery disease. History 
was given by the patient and information was corroborated with 
primary caregiver.

On examination she was conscious and oriented. Insight and 
judgement were impaired. Speech was slurred and there was 
increased psychomotor activity. She had delusion of persecution and 
visual hallucinations. Her vitals (blood pressure, pulse, temperature 
and respiratory rate) were normal. General physical examination 
was normal. In central nervous system examination power was 3/5 
in right extremity without sensory and bowel/bladder involvement. 
Rest of the CNS examination was normal. Chest, cardiovascular 
and abdomen examination were also normal. Hindi mental status 
examination was found to be 28.

A provisional clinical diagnosis of organic psychosis (ICD- F06) was 
made. Magnetic Resonance Image (MRI) brain showed lacunar 
infarct in bilateral basal ganglia, internal capsule and thalamus. 
Ischemic lacunaes were also noted in bilateral basal ganglia, 
internal capsule, thalamus and pons. Ventricular system was found 
to be dilated out of proportion to the atrophy [Table/Fig-1]. She was 
started on atypical antipsychotic olanzapine 5 mg per day and with 
psycho-education. Her family was advised to keep her under close 
observation and support her to overcome the problems she had. 
On her follow up at two months, improvement of her symptoms was 
noticed. She was completely free of symptoms after four months of 
starting treatment. 

CASE REPORT-2
A 75-year-old female patient with history of stroke was admitted 
in the Psychiatry ward. Stroke was followed by development of 
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AbSTRACT 
Stroke is the second most common cause of death and fourth leading cause of disability worldwide. Post stroke behavioural manifestations 
are often not recognized, undiagnosed and hence remain untreated. They may even suffer from misdiagnosis of functional disorders 
before coming at conclusion of organic pathology. Early diagnosis and prompt treatment helps in lowering the overall morbidity related 
to stroke and improves quality of life of these patients with rare manifestations. Here, we report two cases of elderly female patients 
presenting with delusions and hallucinations subsequent to stroke, with lesions in basal ganglia detected on neuro-imaging.

abnormal behaviour like doubting her neighbours without any 
reason, lack of initiative in doing any work, decreased social 
interaction and not doing any household work. She would instead 
be noticed by her son to be muttering to self. When asked by her 
son, she would explain that there were two different voices who 
were discussing about the performance of her work in third person. 
She also explained that at times she could hear a person giving 
her instructions not to do any work. There was no family history 
suggestive of psychiatric illness and/or a precipitating stress prior to 
the development of symptoms. 

On mental state examination, she was well clad and kempt, 
maintained average personal hygiene, had inappropriate affect, 
second and third person auditory hallucinations, impaired judgment 
and absent insight with intact higher mental function.

Physical examination revealed high blood pressure recordings. 
Medicine referral was done to detect the risk factors of stroke. 
Complete haemogram, fasting and postprandial blood sugar, 
fasting state, lipid profile, kidney function test, thyroid function, liver 
function tests were carried out. Dyslipidemia and Hypertension 
were diagnosed in serial referrals done by medicine consultant. 
No focal neurological signs or step wise deterioration in the clinical 
parameters were noted. 

Non-Contrast Computed Tomography scan (NCCT) brain was 
suggestive of lacunar infarct in right lentiform nucleus and clinical 
diagnosis of organic psychosis (ICD- F06) with hypertension and 
dyslipidemia was made. Hindi mental status examination score 
was 26. Clinical Global Impression scale (CGI) [1] was administered 
by qualified psychiatrist on the day of admission and at weekly 

[Table/Fig-1]: MRI Brain showing ventricular system dilated out of proportion due 
to atrophy.  
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intervals thereafter. She was markedly ill at the time of admission 
and was mildly ill at the time of discharge three weeks later. She 
was prescribed aripiprazole 5 mg /day which was increased to 10 
mg/day after one week and her symptoms got relieved gradually. 
Amlodepine 5 mg/day and salt restricted, low fat diet, diet on which 
her blood pressure stabilized. She was also prescribed ecosprin 
150 mg/day, atorvastatin 40 mg/day and clonazepam 0.5 mg/day 
for sleep disturbances.

DISCUSSION
Stroke has been defined by World Health Organization (WHO) 
criteria as rapidly developing signs of focal (or global) disturbance of 
cerebral function, leading to death or lasting longer than 24 hours, 
with no apparent cause other than vascular. This definition includes 
spontaneous subarachnoid haemorrhage but excludes subdural 
and extradural haematomas and transient ischemic attacks. 
Classically it is divided into ischemic and haemorrhagic stroke [2]. 
Stroke is a global health problem. It is the second most common 
cause of death and fourth leading cause of disability worldwide [3]. 
Approximately 20 million people each year will suffer from stroke 
and of these 5 million will not survive [4]. In developed countries, 
stroke is the leading cause of disability. Stroke is also a predisposing 
factor for epilepsy, falls and depression in developed countries [5] 
and a leading cause of functional impairment, with 20% of survivors 
requiring institutional care after three months and 15%-30% being 
permanently disabled [6]. The primary causes of the increased global 
burden of stroke are related to the increase in stroke risk factors, 
particularly hypertension, as well as the under detection and under 
treatment of these risk factors in many developing countries [7-9]. 
Stroke has substantial impact on the psychological and physical 
wellbeing of patients [10-13]. Development of clinical signs and 
symptoms depend on the site of involvement in the central nervous 
system. Right hemisphere lesions that have connections with limbic 
system were found to be more strongly associated with mania due 
to stroke. On the other hand, left frontal or basal ganglia was found 
to be linked with major depressive disorder [14].

Psychiatric disorders following stroke have been described, most 
common among them is depression. Other clinical manifestations 
occurring after stroke like mania, generalized anxiety disorder, 
emotional lability (psuedobulbar affect) and catastrophic reaction in 
the form of frustration have been reported. Vulnerability factors like 
family history of depression, poor social support, social isolation have 
been shown to increase the risk of onset of psychiatric disorders 
post stroke [15,16]. In comparison to other clinical manifestations 
of depression, psychotic symptoms in the form of delusions, 
hallucinations, agitated behaviour subsequent to stroke are rarely 
reported. To the best of the knowledge of authors, evidence for 
patients presenting with post stroke psychosis is based only on 
case reports [17,18].

In our case after acute infarct in left caudate lobe, basal ganglion 
and thalamus was followed by psychotic symptoms like delusions, 
hallucinations and altered psychomotor activity, supporting the 
diagnosis of organic psychosis that was relieved after antipsychotic 
treatment. No family history suggestive of psychosis was noted 
in both the above mentioned cases. However, another previous 
case report on post stroke psychosis provided genetic evidence 

PARTICULARS OF CONTRIBUTORS:
1. Professor, Department of Psychiatry, University College of Medical Sciences and Guru Teg Bahadur Hospital, Delhi, India.
2. Professor, Department of Medicine, University College of Medical Sciences and Guru Teg Bahadur Hospital, Delhi, India.
3. Post Graduate Student, Department of Medicine, University College of Medical Sciences and Guru Teg Bahadur Hospital, Delhi, India.

NAME, ADDRESS, E-MAIL ID OF THE CORRESPONDING AUTHOR:
Dr. Shruti Srivastava,
Professor, Department of Psychiatry, University College of Medical Sciences and Guru Teg Bahadur Hospital, 
Dilshad Garden, Delhi-110095, Delhi, India. 
E-mail: srivastava_shruti@hotmail.com

FINANCIAL OR OTHER COMPETING INTERESTS: None.

Date of Submission: Sep 13, 2016
Date of Peer Review: Jan 21, 2017
Date of Acceptance: Feb 21, 2017
Date of Publishing: May 01, 2017

for psychosis in a middle aged man with brain lesions at bilateral 
lentiform nucleus and corona radiate [18]. A recent study reported 
that three to six months following stroke, half of the patients, including 
one third with normal or two third with mild cognitive impairment 
presented with one or more neuropsychiatric manifestations. The 
most common neuropsychiatric manifestation reported in this study 
was in the form of mood disturbances followed by behavioural 
problems, psychosis or euphoria [19].

CONCLUSION
Current evidence for post stroke psychosis is based on anecdotal 
case reports. Elderly patient presenting with psychiatric manifestation 
needs to be actively evaluated for all the known organicity risk factors 
for stroke such as diabetes, hypertension, dyslipidemia, smoking, 
ischemic heart disease etc. Appropriate consultation liaison services 
should be utilised for timely diagnosis and prompt management of a 
stroke patient presenting with psychiatric symptoms. 
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