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A Case of Frontotemporal Dementia Presenting as 
Nicotine Dependence and Carbohydrate Craving

Sir,
Frontotemporal dementia  (FTD) is a progressive 
dementing condition characterized by selective 
degeneration of the frontal and anterior temporal lobes 
that causes a profound alteration in character and 
social conduct, in the context of relative preservation 
of perception, spatial skills, praxis, and memory.[1] 
FTD is not a rare disorder and is often misdiagnosed. 
FTD patients make up about 10% of all patients 
with dementing diseases.[2,3] Because FTD is usually a 
presenile onset disorder, among dementia patients with 
age at onset of less than 65 years, FTD accounts for 
approximately 20% of neurodegenerative dementias.[4] 
Core behavioral features of the Consensus Criteria 
are impaired social interactions, impaired personal 
regulation, emotional blunting, and loss of insight.[1] A 
characteristic feature of FTD is behavioral disinhibition, 
which can be manifested by substance use. As per 
our literature review, a few cases of behavioral variant 
FTD reported with substance abuse, but none of them 
reported a female patient presenting with nicotine 
dependence and showing significant improvement in 
these behaviors with antipsychotic medications.

CASE REPORT

A 72‑year‑old female was brought by her son with 
2 years history of excessive use of tobacco in the form of 
gutkha (chewable tobacco), around 12–15 packets/day. 
This was a new onset symptom, which the family 
members did not notice until it increased to five to 
six packets per day and the patient started repeatedly 
demanding money to purchase tobacco. Once the family 
found out about this repeated use of tobacco, they 
started restricting her access to money. Within a year, 
family members noticed that the patient started to steal 
money and even sell small household items, including 
her grandson’s mobile phone. She used this money 
to purchase tobacco packets. When family members 
questioned her activities, she would get irritable and 
abusive toward them, which was described as against her 
usual personality. Another new onset behavior that the 
family noted was that she was eating sugar in increased 
quantities. She would mix half a glass of sugar in water 
and drink it and add sugar to everything she eats. She 
would drink around 3–4 l of milk per day and eat 8–10 

raw eggs. The family also noticed disinhibited behaviors 
like changing clothes in inappropriate places and being 
abusive toward everyone. Gradually, the patient started 
being forgetful about minor issues, repeatedly asking for 
food even after a meal, and blaming family members 
of taking away her things, which she had misplaced.

Physical examination revealed no significant findings, 
with stable vitals and systemic examination being 
within normal limits. On mental status examination, 
the patient was not cooperative and showed disinhibited 
behavior, occasional irrelevant speech, irritable affect, 
paranoid delusions, and immediate and recent 
memory deficits. After the initial history and mental 
status examination, the differential diagnoses of FTD, 
Alzheimer’s dementia, and late onset psychosis were 
considered.

Routine blood investigations revealed increased 
thyroid‑stimulating hormone  (10.8 mU/l) and 
triglyceride  (250  mg/dl) levels. Magnetic resonance 
imaging (MRI) of brain [Figure 1] showed significant 
atrophic changes in bilateral frontal and medial basal 
temporal lobes  (right  >  left side) and perisylvian 
cortex. Mini Mental Status Examination score 
was 13 out of 31, which is suggestive of moderate 
cognitive impairment. Her attention was arousable, 
but concentration was not well sustained. Bender 
Gestalt Test  (BGT) revealed difficulties in visual–
motor integration, in discriminating visual stimuli, 
and in shifting attention from the original design to 
what is being drawn, features suggestive of significant 
visuoconstructive deficits. Her impaired concentration 
could have played some role in these BGT results. The 
test also showed memory disturbances and difficulties 
in concentration and comprehension. A  final 
diagnosis of frontotemporal dementia behavioral 
variant (bvFTD) was made as per the International 
Consensus Criteria,[5] and the other two differentials 
were ruled out based on the history, examination, and 
investigation findings. The MRI findings played a key 
role in confirming the diagnosis.

The patient was started on quetiapine tablet 50 mg/day 
and the dose was gradually increased to 200 mg/day over 
a period of 2 weeks. A tablet preparation containing 
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both donepezil 5 mg and memantine 5 mg was started 
and then changed to a tablet preparation containing 
both donepezil 5  mg and memantine 10  mg. The 
patient was also started on rosuvastatin tablet 10 mg 
and thyroxine tablet 50  mcg after liaising with a 
physician. Psychoeducation for family members 
regarding the nature, course, and prognosis of the 
illness and the need for treatment was done. Over a 
period of 4–6 weeks, the patient showed significant 
improvement in her behavioral symptoms, mainly 
the craving for nicotine and carbohydrates and the 
irritability. No disinhibited behaviors were noted. The 
patient is on regular follow‑up with the clinical team, 
with no significant behavioral problems but gradually 
progressing cognitive deficits.

DISCUSSION

The above case description and investigation findings 
helped us make the diagnosis of bvFTD. A literature 
review showed a few case reports of FTD presenting as 
pure psychiatric syndromes. One of the cases presented 
with persistent paranoid delusions.[6] Another case 
presented with clear schizophrenic symptoms and 
was treated with antipsychotics for a few years.[7] 
Another case presented with pathological gambling.[8] 
In another case report, where a case of frontotemporal 
lobar dementia whose presentation was consistent 
with bipolar affective disorder with psychosis in 
addition to ongoing substance abuse and the illness 
was refractory to treatment for bipolar disorder, the 
authors emphasized the need for the clinicians to 
consider differential diagnoses in manic and psychotic 
symptoms resistant to polypharmacy.[9]

Nucleus accumbens, part of the ventral striatum 
and the mesolimbic pathway, which are the reward 

pathway of the brain,[10] are responsible for addictive 
and reward‑seeking behaviors. Atrophic changes in 
these areas can be implicated in these behaviors in 
patients with FTD. A  study, which looked at the 
anatomical correlates of reward‑seeking behaviors in 
bvFTD, revealed a significant correlation between 
primary reward seeking and atrophy of the right ventral 
putamen extending into the right pallidum. The authors 
concluded that these behaviors are caused, at least in 
part, by abnormal reward processing.[11]

Several medical and environmental risk factors such as 
traumatic brain injury, hypertension, hyperlipidaemia, 
and tobacco use might be associated with FTDs.[12] 
Hence, a thorough evaluation of the patient, as was 
conducted in our case, is mandatory. Our review of 
the literature did not reveal any reports of FTD with 
female patients presenting with nicotine dependence as 
one of the important presenting symptoms, especially 
in the Indian context.

When it comes to the treatment of the substance use 
behaviors, a case report highlights how topiramate led 
to improvement in the drug‑seeking behaviors.[13] In 
our patient, the use of quetiapine along with donepezil 
and memantine led to significant improvement in the 
drug dependence and other behavioral problems within 
4–6 weeks. The effective use of quetiapine along with 
the anti‑dementia medications for the treatment of 
drug dependence in bvFTD has not been reported 
earlier. In the geriatric population, any late‑onset 
behavioral symptoms should always raise a suspicion 
of neurodegenerative disorders, especially with an 
increase of substance abuse or dependence among 
the elderly population; one of the etiological factors 
for substance abuse in the elderly could be FTD. The 
main purpose of reporting this case is to highlight the 
varied presentation of a neurodegenerative disorder 
in an elderly woman and how early diagnosis and 
appropriate treatment can lead to good improvement 
in these behavioral symptoms and improve the quality 
of life in these patients.
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Figure  1: MRI brain section showing atrophic changes in bilateral 
frontotemporal regions (more on the right compared to left, indicated 
by an arrow)
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Dysmorphic Delusion and Olanzapine-Induced 
Postpartum Dermatosis in a Case of Schizophrenia

Sir,
Olanzapine has been used widely to control psychotic 
symptoms in patients with schizophrenia, bipolar 
disorder, and aggression associated with other psychiatric 
disorders. Weight gain and hyperglycemia are the 
most serious side effects of olanzapine in long‑term 
treatment.[1] Olanzapine is one of the preferred drugs 
among atypical antipsychotics for short‑term use.[2] 
However, we encountered an acute dermatological 

adverse drug reaction (ADR) of olanzapine in a patient 
with dysmorphic delusion.

CASE REPORT

A 25‑year‑old lady, Mrs. G, P1L1, 6 months postpartum, 
presented with a 1‑year history of hallucinatory 
behavior, hostility toward family members, disorganized 
behavior, and poor bonding with a physically healthy 
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