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Correlation between ApoE gene polymorphisms and chronic cardiovascular disease and blood lipid levels of patients

LIANG Aifen,HE Shaojian® , HUA Xianli ,LEI Yali ,SUI Hong ,YU Shuxian
(Clinical Laboratory , Dongguan Kanghua Hospital , Dongguan,Guangdong 523000, China)

Abstract : Objective  To analyze the correlation between apolipoprotein ECApoE) gene polymorphisms and the incidence rate of
chronic cardiovascular disease as well as the blood lipid levels of patients. Methods ApoE gene polymorphism and lipid levels were
measured by suing gene chip analysis system and biochemical analyze in 1 414 cases of chronic cardiovascular disease patients(ex-
perimental groups) and 374 cases of healthy subjects(control group). Results Compared with control group,E3/4 genotype fre-
quency was increased in experimental group,while E2/E3 genotype frequency decreased( P<C0. 05). Compared with control group,
the levels of total cholesterol(TC) , triglyceride('TG) ,low density lipoprotein-cholesterol(LLDL.-C) were obviously increased and the
level of HDL-C was decreased in experimental group(P<C0. 05). Compared with patients with E2/E3 genotype, the level of HDL-C
in patients with E3/E4 genotype was decreased and the levels of TC,LDL-C were increased significantly(P<C0. 05). Proportions of
different ApoE genotypes in patients with cerebral infarction.cerebral hemorrhage.hypertension, coronary heart disease, type-2 dia-
bete and fatty liver were different. Compared with the E2/E3 genotype,the proportion of the E3/E4 genotype in patients with cere-
bral infarction, cerebral hemorrhage, hypertension,coronary heart disease, type-2 diabete and fatty liver were increased (P<C0. 05).
Conclusion ApoE gene polymorphism might be important cause of the individual difference of lipid levels and a risk factor for the
occurrence and development of chronic cardiovascular diseases.
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