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Summary. Parkinso’s disease (PD) is a neurodegenerative disorder characterized by the motor and non-
motor symptoms (NMSs). NMSs (vegetative, cognitive, neuropsychiatric changes, sensory symptoms, sleep 
disturbances, other) are frequently presented and their severity is directly related to patient’s disability and 
poor quality of life. Previous studies have shown that the presence of 4 allele of apolipoprotein E (A E) 
is a genetic risk factor for cognitive and neuropsychiatric changes in late onset Alzheimer’s disease (LOAD). 
The role of A E 4 on NMS in PD is still unclear – there is a limited number of studies with controversial 
results. The aim of the study was to evaluate the presentation of NMSs in patients with late onset Parkinson’s 
disease (LOPD), depending on their Apolypoprotein E 4 genotype (APOE 4). The study was performed 
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at the Clinic of Neurology – University Hospital „ lexandrovska”, So  a. A total of 79 patients with LOPD 
was screened, after signing an informed consent form. APOE genotypes were tested by PCR and RFLP 
analyses. Based on the genotype data, all patients were allocated into two groups: the  rst – consisting of 19 
patients carrying one APOE 4 and one 3 allele ( 4/ 3), the second – consisting of 60 patients homozygous 
for the commonest POE allele – 3 ( 3/ 3). The NMSs were evaluated by the “NMS Questionnaire”. The 
results of the study show a statistically signi  cant difference of the presentation of some NMSs in the LOPD 
patients, depending on their APOE 4 genotype
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