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Abstract 

Three patients were presented in order to make differential diagnosis between affective disorder and dementia. All 
patients have diagnosis of affective disorder and they were in stable remission under antidepressive therapy. When 
pathological stealing occurred, there was a diagnostic dilemma: is it a new manifestation of affective disorder, rare side 
effect of serotonergic antidepressants or symptom of dementia. Neuroimaging methods, as well as neuropsychological 
testing identified that in these patients other symptoms of prefrontal dementia also existed. Frontotemporal dementia 
(FTD) is frequently misdiagnosed with depression, and so far, inadequately treated with higher doses of 
antidepressants. Such therapy could worsen clinical feature. These patients were successfully treated with combination 
of memantine and low doses of serotonergic antidepressants. In the future, multicentric investigation should be 
conducted to confirm effective therapeutic combination of psychopharmacs in cases of pathological stealing in FTD.  
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1. Introduction

Kleptomania implies an extra-strong need of stealing, preceded by an increase in tension by the act of theft itself and 
followed by feelings of excitement and satisfaction [1-4]. Essential feature of kleptomania is the lack of resistance to 
addictive behaviour/impulse. The motive for stealing is neither the money nor the use value of the item. After the action, 
feelings of satisfaction and guilt occur together with the desire to return the stolen item. Frequent repetition of this act 
does damage to the material, social and family environment. Kleptomania is classified as an impulse-control disorder in 
ICD-10 (International Classification of Diseases, 10th revision), under code F63.2 [5-7]. It can also be manifested along 
with symptoms of obsessive-compulsive spectrum, mood disorders, schizophrenia, and personality disorders and as a 
result of disinhibition in dementia [8-12]. The main problem with pathological stealing is the lack of treatment solutions. 
In this paper are presented three patients in remission of depressive disorder with symptom of pathological stealing. 
Therapy with memantine was successfully applied in combination with antidepressants. 

2. Case 1

Patient is a 69-year-old female, retired and married. She was diagnosed with depressive disorder and she was treated 
for at least 30 years, with short periods without drugs. Her therapy was maprotiline with low dose of benzodiazepines. 
Patient was in remission for 7 years with this combination of drugs. The change in therapy was made two years ago, 
after she was diagnosed with Sjogren's syndrome as well. Therefore maprotiline was replaced by fluoxetine. After the 
change in therapy, the remission of depressive disorder persisted, but some new low-intensity symptoms occured. Few 
months ago the patient became sad and uninterested in social contact, she also started binge eating, with complains of 
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poor concentration and dysfunctionality in everyday activities - she could not make any plan of her activities. Symptoms 
of kleptomania also occured, which was quite odd for patient and her family. In last two months, she had repeatedly 
taken a piece of clothing, inappropriate in size and contrary to her style, from a hanger in a nearby boutique. She also 
stole a hand cream in a local market few times. During past few days the patient started to talk about suicidal ideas and 
the elaboration of a plan. She was admitted into hospital. The dose of fluoxetine had been reduced and discontinued. 
Due to sleep difficulties, mirtazapine was prescribed. During hospitalization patient complained of problems with 
concentration, forgetfulness, uncertainty in performing personal hygiene. There was a suspicion that dementia was 
developed. Computerized tomography (CT) scan of endocranium and neuroimaging were made and showed bilateral 
frontal osteoma, frontally calcified meningioma and frontal bone hyperostosis. Nevertheless, Positron Emission 
Tomography (PET)/CT findings indicate initial hypometabolisam in frontal lobes. Neuropsychological testing revealed 
frontal type dementia of moderate degree, with stereotypical responses, confabulations, memory impairment, executive 
dysfunctions and Mini-Mental State Exam (MMSE) score was 19. Due to clinical symptoms of dementia, memantine was 
prescribed as specific medication in gradually increased dose to 20 mg/day. Evidently, after administration of 
memantine, pathological stealing had stopped. Patient's mood became adequate, she slept well and stopped overeating. 
Most of depressive symptoms disappeared, but lack of initiative persisted. Despite this, the patient had better 
functionality at home. During two-year period she regularly comes to check-up and there were no symptoms of 
worsening. There is clinical impression that medications successfully stopped the process of cognitive disorganization 
so far. 

3. Case 2 

Patient is a 69-year-old female, retired and married. She has diagnosis of recurrent depressive disorder for 15 years. 
She takes medication regularly and she has psychotherapy. For the last five years, patient was in remission on oral 
therapy with sertraline, mirtazapine and bromazepam. She has positive heredity for mental disorders. Her premorbid 
personality was rigid and hyper-scrupulous. She repeatedly attempted suicide in the past, while having depressive 
episodes. Some new clinical features appeared in recent months. For the last 3 months, almost every week she took 
money from dearest friends and family members during family meeting. Confronted with the behaviour, she stated that 
the reason for the theft was "to have more money", although she was well-situated. There were no auto-accusations 
after taking the money. She was admitted to the hospital for diagnostic purposes. CT scan performed diffusely reduced 
white brain density mostly pronounced para-ventricularly along the frontal and posterior horns of the lateral cerebral 
chambers. Neuropsychological testing indicated mild organic alteration, MMSE score was 22 with difficulties in 
concentration, executive dysfunction and confabulations. Patient also complained of irritability and crying without 
objective cause. In therapy, memantine was prescribed, gradually to daily dose of 20 mg. Over the coming weeks, the 
patient's condition became significantly better, she had more interest, affectively matched, and her sleep was well 
regulated. During her stay at the ward and at home, both her and her family members denied her urge to take money or 
other things. Patient was dismissed from the hospital. After outpatient PET/CT scan was made, findings suggest low 
glucose metabolism in the parietal lobes, left posterior cingulum, parietotemporal regions of the left brain, insula and 
temporal lobes. The clinical impression is that dementia occured in patient with depressive disorder, and therapy 
remains with memantine and low doses of sertraline (25 mg/day) and mirtazapine (15 mg/day). During following two 
years, the patient persists in well remission. 

4. Case 3 

Patient is a 67-year-old female, retired and married. She had diagnosis of bipolar affective disorder (BAP) and for almost 
30 years she visited psychiatrists. Also, she was under medical treatment for hypothyroidism and hypertension. She has 
positive heredity for mental disorders. Her father was a potator. She had about ten episodes of depression in the past, 
and one hypomanic episode. For the last three years patient was in stable remission. She regularly takes prescribed 
therapy: sodium valproate 1500 mg/day, clomipramine 50 mg/day and clonazepam 1 mg/day. Clinical picture changed 
in the last 6 months. Patient's husband noticed that she was sometimes confused, unable to do housework, she seemed 
scared, she did not remember important things and family events and periodically had pathological stealing behaviour. 
Patient was admitted to the hospital. CT scan (endocranial) followed by Magnetic Resonance Imaging (MRI) showed 
multi-infarcted lesions found subcortically mainly in the white mass of the frontal lobes. Neuropsychological testing 
indicates a moderately pronounced decline in cognitive potential as part of the development of dementia, most likely 
vascular etiology. PET/CT scan was not performed due to technical problems. The patient was treated with memantine, 
up to a dose of 20 mg/day, continued with valproate and clonazepam and antidepressant was reduced to 25 mg/day. 
The patient responded with affective compliance, but mild affective lability remaining in provocative situations. 
Pathological stealing behaviour disappeared. During the next two years, the patient persists in well remission. 
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5. Discussion

In older age, the first symptom of frontotemporal dementia can manifest in form of behavioural changes, like 
pathological stealing. Diagnostic problem occurs if such patient has already been treated from depression or another 
mental disorder. When symptoms such as pathological stealing, loss of empathy, as well as problems with impulse 
control, affective turbulence, concentration etc. occur in patients in remission of depressive disorder, it is not clear if 
symptoms appear as a recidive of depressive disorder or as symptoms of another disorder, possibly dementia [13-18]. 
If pathological stealing occurs as  a clinical sign the adequate therapy should be considered. According to literature, if 
this symptom is interpreted as a part of OCD spectrum (spectrum of conditions related to obsessive–compulsive 
disorder), it should be treated with higher doses of SSRIs (selective serotonin reuptake inhibitors) [19-22]. Differently, 
pathological stealing can appear as symptom of dementia, and treatment with SSRIs can worsen the clinical features. 
Dementia, particularly frontotemporal, is very often misdiagnosed and it is treated as depressive disorder. Either way, 
frontotemporal dementia represents a group of dementia with prevalence of 3-10%. Symptoms usually occur between 
ages 45 and 65 [23-26]. Main symptoms of frontotemporal dementia are poor judgment, loss of empathy, inability to 
concentrate, personality and behavioural changes, impulsivity, language problems, overeating and loss of motivation. 

In this case series, all patients were in remission of affective disorder. At first, when pathological stealing occured, there 
was diagnostic dilemma: is this impulse/behavioural problem symptom of affective disorder or side effect of 
serotonergic antidepressants or perhaps sign of dementia. After diagnostic procedures, it became evident that 
pathological stealing occured as behaviour due to brain dysfunction, especially frontal lobe. Diagnosis of frontotemporal 
dementia was assumed. Frontotemporal dementia (FTD), a common cause of dementia, is a group of disorders that 
occur when nerve cells in the frontal and temporal lobes of the brain are lost [21, 27]. This causes the lobes to shrink. 
Some symptoms of FTD include dramatic personality changes and socially inappropriate, impulsive behaviour like 
pathological stealing [13, 28]. 

Pathological stealing represents an impulse-control disorder that can cause significant impairment and serious 
consequences. In described cases, initially there was a diagnostic problem, because patients had been treated due to 
depressive disorder. For family members, it was quite unexpectable when pathological stealing appeared. Diagnosis of 
frontotemporal dementia was made with sophisticated methods (neuroimaging methods and neuropsychological tests) 
in these patients. Memantine (3, 5-dimethyladamantan-1-amine) is a noncompetitive NMDA (N-methyl-D-aspartate) 
receptor antagonist with neuroprotective properties in cortical neurons. It was introduced in therapy of these patients, 
in combination with low doses of antidepressants, with satisfying results, so we presumed that such polypharmacy can 
be effective in some patients, with adequate monitoring due to polypragmasia. 

In the future, multicentric research should be conducted to find out whether pathological stealing would respond to 
memantine in combination with SSRI, similar to results in described cases.   

6. Conclusion

All presented patients were treated from depressive disorders for years, with typically signs and course. Unexpectedly, 
in hyper-responsible patients, pathological stealing appeared as a new symptom. Psychiatrists had their doubts, if this 
new symptom was part of depressive features, or perhaps sign of other mental disorder, like slowly progressive 
dementia. This suspicion was resolved with MRI and PET/CT, and adequate modification of therapy was successfully 
made. Due to therapy, symptoms of pathological stealing and following symptoms disappeared. Thereby, this case 
report could provide additional information for medical staff, especially for those who are starting practice, to 
acknowledge various mental disorders in already depressive older patients. Proper diagnosis and therapy should be 
applied on time in order to help patients with sign of depression and dementia. 
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