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Abstract  Case Report 
 

Introduction: Frontotemporal dementia is a common form of degenerative dementia. It typically begins between the 

ages of 45 and 65. However, frontotemporal dementia can often be mistaken for several psychiatric clinical presentations 

due to behavioral, personality, and language disorders that can be observed in various psychiatric pathology. Case 

Report: We report the case of a 61-year-old patient, who presented with behavioral disturbances, neglect of personal 

hygiene, reduced speech and a progressive onset of personality change over a three-year period, contrasting sharply with 

his previous state. A cerebral CT scan revealed symmetrical focal atrophy of the frontal and temporal lobes. Family 

members were informed about the nature and prognosis of the disease. The patient showed partial improvement of 

symptoms with Quetiapine 300mg/day. Conclusion: The diagnosis of frontotemporal dementia relies on a good 

knowledge of the diagnostic approach and the course of the disease, and on neuroimaging. The challenge is to identify 

targeted therapies to optimize prognosis. 
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INTRODUCTION 
Frontotemporal dementia is the most common 

type of primary degenerative dementia after Alzheimer's 

disease [1], with an estimated prevalence of 2.6% [2]. It 

is the second most common cause of dementia in young 

people, occurring before the age of 65 [3]. 

 

Most frontotemporal dementias manifest 

themselves clinically as one of three variants: the 

behavioral variant, the most common, or one of two 

language variants (primary progressive aphasia of the 

asemantic type or primary progressive apragmatic non-

fluent aphasia) [3]. However, unlike Alzheimer's disease, 

visual-spatial skills are generally preserved [4]. 

 

Nevertheless, frontotemporal dementia is a 

highly diverse group of disorders characterized by 

relatively selective degeneration of the frontal and/or 

temporal lobes [3]. 

 

Frontotemporal dementia is a focal form of 

presenial dementia, that remains poorly understood [1]. 

Diagnosis remains difficult, especially as the insidious 

onset of this pathology frequently evokes psychiatric 

pathologies. Nonetheless, diagnostic criteria have been 

developed by Lund and Manchester [5], to help with the 

diagnosis of frontotemporal dementia. 

CASE REPORT 
Mr B.N, aged 61, divorced, father of one 

daughter, is currently unemployed, hospitalized for 

alcohol withdrawal treatment with maintenance of 

abstinence. His brother reports that the onset of the 

illness seems to date back three years, marked by discreet 

but progressive personality changes in Mr. B.N. He 

became isolated, withdrawn, communicating little, 

neglecting his corporal care. He also began to show little 

interest in his hobbies and obligations. He no longer 

cared about his family members, and spent his days alone 

at home. Subsequently, he resumed drinking alcohol, 

which he had weaned off several years earlier, to remedy 

his sleep problems. As a result of these behavioral 

changes, the patient was obliged to give up his job (as a 

company shopkeeper), which he had held for several 

years. During the past year, he began experiencing 

memory problems, particularly with short-term memory 

loss. He often forgot the tasks he was performing and 

frequently misplaced his belongings. Nevertheless, he 

was able to recognize his family members and was able 

to go out on his own without getting lost. He has no 

medical or surgical history. 

 

The psychiatric interview found a calm patient, 

well oriented in time and space, his attention distracted, 

his personal hygiene was neglected, and his speech was 
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characterized by brief answers. There were no apparent 

delusions or perceptual disturbances. His mood was 

neither sad nor euphoric, and his affect was concordant. 

His insight was negative, and his appetite and sleep were 

diminished. The Mini Mental State Examination score 

was 22/30 on neuropsychiatric examination. 

 

Blood tests (hematology, biochemistry, 

ionogram, thyroid hormones, B12, folates) came back 

normal. Viral serologies (syphilis, HIV, hepatitis B and 

C) were negative. Electrocardiogram was normal: 

regular sinus rhythm, no conduction or repolarization 

disorders. A cerebral CT scan was performed, which 

revealed symmetrical focal atrophy of the frontal and 

temporal lobes. 

 

The diagnosis of frontotemporal dementia 

comorbid with an alcohol use disorder was made. The 

announcement of the diagnosis enabled the family to 

better understand and then accept the patient's 

symptomatology. 

 

During his hospital stay, the patient preferred to 

stay alone in his room, spoke very little, frequently 

misplaced his belongings, and exhibited slowed 

behavior. 

 

Quetiapine was administered to the patient to 

manage his behavioral problems at low doses, gradually 

increasing to 300 mg/day. His condition improved 

slightly, his sleep was reportedly restored, he began to 

take care of himself, and he began to talk and participate 

in ward activities with the other patients. However, his 

behavioural and personality issues persisted. 

 

With regard to his alcohol use disorder, the 

patient benefited from psycho-education and 

motivational therapy, with a focus on relapse prevention 

(identification of relapse factors and implementation of 

valid alternatives/choice and evaluation of a solution, 

work on automatic thoughts, social skills training, 

problem-solving, relaxation, etc.). 

 

DISCUSSION 
Frontotemporal dementia is among the most 

common causes of early-onset dementia [6]. Onset of the 

disease occurs at an average age of 56 years [7], with a 

sex ratio of 1 [3]. Depending on the patient's age, 

frontotemporal dementia may present neurologically 

similar to Parkinson's or Alzheimer's disease [8-10]. Our 

patient developed frontotemporal dementia at the age of 

58. 

 

The positive and etiological diagnosis of 

frontotemporal dementia remains a challenge. Recent 

studies suggest that genetics play an important role in the 

etiology of the disease [3-11]. A family history is found 

in 20-50% of cases [3], with the autosomal dominant 

mode (chromosome 17) being the most frequent [7]. 

Patients with frontotemporal dementia present a 

heterogeneous clinical picture that may include 

behavioral, cognitive and motor manifestations [6]. Our 

patient exhibited progressive changes in personality, 

behavioral disturbances, neglect of personal hygiene, 

loss of social awareness, loss of empathy and progressive 

language decline. As a result of these behavioral 

changes, the patient was obliged to stop work. Our 

patient's clinical manifestations met the Lund and 

Manchester criteria [5]. 

 

The diagnosis of frontotemporal dementia is 

based primarily on a thorough clinical assessment, and 

on the course of the disease [3]. Radiological 

investigations are also important in making the diagnosis 

and ruling out other structural diseases. Our patient 

presented with frontal and temporal lobe atrophy on 

cerebral CT. 

 

Post-mortem histopathological analysis is the 

only examination capable of formally confirming the 

diagnosis of frontotemporal dementia [3]. Macroscopic 

examination of the brain of a frontotemporal dementia 

patient generally shows symmetrical focal atrophy of the 

frontal and temporal lobes [3]. Nonetheless, microscopic 

examination of the cerebral cortex in most cases shows 

microvacuolation and neuronal loss. When staining 

neuronal deposits, abnormal aggregates of Tau protein 

(46%) and positive ubiquitin inclusions (29%) were 

found [11]. 

 

Therapeutically, there is no curative or 

stabilizing treatment for frontotemporal dementia. The 

drugs used are purely symptomatic (behavioral 

disorders) [12], with selective serotonin reuptake 

inhibitors being recommended for frontotemporal 

dementia [13], due to a reduction in serotonin 5HT2A 

receptors revealed in studies [3-6]. 

 

According to the literature, hypersensitivity to 

neuroleptics exists in frontotemporal dementia patients 

[14], so they should be prescribed with caution. In our 

patient, quetiapine was administered to manage his 

behavioral disturbances at low doses, with progressive 

dose escalation up to 300 mg/day. His condition 

improved slightly. However, his behavioral and 

personality disorders persisted. Similarly, Kuğu et al., 

[6], reported partial improvement in behavioral 

symptoms in a patient with insidious onset 

frontotemporal dementia, presenting with behavioral 

disturbances and personality modification. 

 

Acetylcholinesterase inhibitors (tacrine, 

donepezil, rivastigmine), and their possible combination 

with N-methyl-D-aspartate receptor antagonists 

(memantine), have shown some efficacy in the 

management of frontotemporal dementia, but further 

studies are still needed [15]. 
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CONCLUSION 
Frontotemporal dementia can be easily 

mistaken for various psychiatric conditions, highlighting 

the importance of comprehensive screening, 

understanding symptoms, and multidisciplinary 

management. 

 

The benefits of diagnosis include improved 

therapeutic management and a more reliable prognostic 

approach, leading to a better therapeutic alliance. 
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