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Abstract  Objective: To explore the association between apolipoprotein E(ApoE) gene polymorphism and
blood lipids and severity of arteriosclerosis in the patients with coronary heart disease(CHD). Methods: A total of
245 patients with CHD admitted from September 2021 to August 2022 were retrospectively selected and divided
into three groups according to ApoE genotype. The differences in blood lipids and glucose, carotid intima-media
thickness (cIMT), coronary Gensini score, triglyceride-glucose index(TyG) and atherogenic index of plasma(AIP)
were compared between groups. Results: Among 245 CHD patients, the genotype €3/e3 was the most common
(69.0%), and allele €3 had the highest frequency(82. 4% ), followed by €4(9. 6 %) and €2(8.0%). All CHD pa-
tients had given statins for lipid-lowering therapy, while niacin and fibrates were less commonly used. Compared
to ApoE3 group. the plasma levels of TC, Lp(a) and HDL-C in E2 group were decreased with no significance
(P>0.05), while LDL-C significantly decreased and TG increased in E4 group(P <C0.05). The ¢cIMT of CHD
patients in ApoE4 group was significantly higher than that in E3 group, and the TyG and AIP index were both sig-
nificantly increased(P<C0. 05). AIP index increased in E2 group, while ¢cIMT and TyG index were similar with
those of E3 group(P>>0.05). The Gensini score, the proportion of carotid plaque and the number of coronary ar-

tery lesions were similar among the three groups(all P=>0. 05). Conclusion: In CHD patients with ApoE2 and E4
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genotypes, statins could effectively ameliorate dyslipidemia, but still left a higher residual risk of atherosclerosis

and insulin resistance.

Key words atherosclerosis; apolipoprotein E; gene polymorphism; dyslipidemia; insulin resistance
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