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Relationship of apoE gene polymorphism and cerebral infarction in Hainan Li nationality population
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Abstract: Objective To investigate the relationship between apoE gene polymorphism and cerebral infarction in Hainan Li race
population. Methods The apoE gene containing the gene fragments for encoding 112th and 158th amino acid residues was amplified
using polymerase chainreaction (PCR). The apoE genotypes and allele frequencies in the patients with cerebral infarction and con-
trol group in Hainan Li nationality population were analysized using restriction fragment length polymorphism(RFLP) techniques.
The total cholesterol (TC) ,triglyceride (TG) ,low density lipoprotein (LLDL) ,and highdensity lipoprotein (HDL) levels in various
genotypes were tested. Results In the patients with cerebral infarction, the frequency of apoE allele e4 was significantly higher than
that of the normal control group(23. 7% vs 6. 0%, P<C0.01),and the frequency of €2 allele was significantly lower (5. 8% vs
29.0% , P<C0.01) smoreover, the €3/4 genotype frequency in cerebral infarction group was significantly higher( P<C0. 01). The lipid
levels in various apoE genotypes were significantly different. Conclusion The apoE allele €4 and €2 might be a susceptible factor
and a protective factor for cerebral infarction respectively,and €3/4 genotype is related with cerebral infarction in Hainan Li nation-
ality population. The apoE genepoly morphisms affect serum lipid levels.
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