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The frequency distribution of apolipoprotein E genotypes in elderly people in Chongqing
area and its relationship with senile dementia onset

HUANG Wen, CHEN Man-e, ZHOU Hua—dong, ZHANG Y]Ilg—ql (Department of Neurology, Daping Hospital Third Military Medical
Univemitys Chongqing 400042, China)

Abstract: Objective To explore the status of the distribution for Apo E genetypes frequency in older people
and to clarify the elationship between Apo E genetype and senile dementia onset. Methods A total of 316 residents
aged 60 years and overwere collected and classified into the senile dementia group and the contwol group acrding to
National Institute of Neurological and Communicative Disorders and Stroke-Alzheimer’ s Disease and Related Disorders
Association criteria for Senile Dementia. The exon 4 of ApoE gene with polymorphism sites was amplified by using
PCR technique to isolate the genomic DNA from the peripheral blood leukocytes. The ApoE genotypes were deter-
mined by RFLP method. Results The most frequent genotype was Apo Fess, the next was ApoFess and the least
frequent genotype was Apo Esp in the two groups. The estimated ApoE allele frequencies in the sample of senile de-
mentia subjects were 0.095, 0.560 and 0. 345 fore,, €5 and €4, respectively, and in the sample of the control group,
0. 146, 0.699 and 0. 155, respectively. The percentage of €4 allele carriers in the senile dementia group was higher
than that in the control group (P<0.01). The senile dementia group had distinctly higher percentage of €34 genotype
than the control group. Conclusions In Chongqing area, Apo Eess was the most common genotype for elderly peo-
ples but the Apo Ee2h was the lowest, and Apo kg4 has stiong elation to development of senile dementia. Therefore,
Apo Ees may be a risk factor for senile dementia onset.
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