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[ Abstract] Objective To observe ApoE genotypes in the patients with coronary heart disease(CHD) by using
the PCR-RFLP technique,to observe the impact of atorvastatin on blood lipid regulation in the patients with different
ApoE genes,and to investigate the pathogenesis of CHD and the influence of atorvastatin on prognosis. Methods 116
patients with CHD in the cardiology department of the Affiliated Hospital of Luzhou Medical College from January to
December 2013 were selected as the CHD group,and contemporaneous 50 individuals undergoing physical examina-
tion were selected as the healthy control group. The ApoE genotypes were detexcted by using the PCR-RFLP tech-
nique. The blood lipid level before atorvastatin treatment and after 12-week treatment was detected. The relation be-
tween the genotypes and the lipid regulation effect was analyzed. Results The frequency of ApoE E3/4.E4/4 geno-
types and e4 allele in the CHD group were significantly higher than those in the control group,the differences were
statistically significant (P<C0. 05) ; the TC and LDL-C levels in the ApoE &4 allele group were significantly higher
than those in the other allele groups, the differences were statistically significant (P<C0. 05). Compared the ApoE
E2/2+E3/2,E3/3 allele group with the E4/3+ E4/4 allele group after 12-week atorvastatin treatment, the plasma
levels of TC,LDL-C and HDL-C had statistical differences (P<C0. 05). Conclusion ApoE genotype E3/4,E4/4 as
well as e4 allele might participate in the occurrence and development process of CHD. Atorvastatin has better lipid-
lowering effect in the patients with ApoE E2/2+E3/2,E3/3 allele, while has inexact effect in the patients with E4/3
+E4/4 allele.
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