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Relationship between ApoE gene polymorphism and lipid-lowering efficacy
of statins in patients with cerebral infarction
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Laboratory Diagnosis Center ,Beijing Tiantan Hospital ,Capital Medical University/Beijing
Engineering Research Center of Immunological Reagents Clinical Research/NMPA Key
Laboratory for Quality Control of In Vitro Diagnostics ,Beijing 100070 ,China

Abstract:Objective To investigate the relationship between apolipoprotein (Apo) E gene polymorphism
and lipid-lowering efficacy of statins in patients with cerebral infarction. Methods From 2019 to 2022, totally
364 patients with cerebral infarction who have taken statins for at least one month in the hospital were divided
into three groups according to the time of taking statins: T1 group (one month of continuous medication, 126
cases) , T2 group (two months of continuous medication,62 cases) and T3 group (three months or more of
continuous medication, 176 cases). ApoE genotype was determined by PCR-fluoresscent probe method. The
relationships between serum triglyceride (TG),low density lipoprotein cholesterol (LDL-C) ,high density lip-
oprotein cholesterol (HDL-C) and total cholesterol (TC) and ApoE genotype were analyzed retrospectively.
Results In T1 group,there were 14 cases (11.11%) of E2,87 cases (69.05%) of E3 and 25 cases (19. 84 %)
of E4 according to biochemical phenotype. In T2 group,there were 4 cases (6. 45%) of E2,43 cases (69. 35%)
of E3 and 15 cases (24.19%) of E4 according to biochemical phenotype. In T3 group, there were 23 cases
(13.07%) of E2,125 cases (71.02%) of E3 and 28 cases (15.91%) of E4 according to biochemical pheno-
type. There was no significant difference in baseline data among the three groups (P >>0. 05). There was no

significant difference in blood lipid levels among different phenotypes before taking medicine. After taking
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medicine, the levels of TC,LDL-C and TG decreased,and the level of HDL-C increased (P<C0.05). The level
of LDL-C in patients with E3 and E4 phenotypes was significantly lower than that in patients with E2 pheno-

type in T2 group (P<C0. 05). In T3 group,the level of LDL-C in E2 group was significantly lower than that in

E3 and E4 group (P<C0.05),and the level of TC in E2 group was significantly lower than that in E4 group

(P <C0.05). Conclusion ApoE gene polymorphism is closely related to the lipid-lowering effect of statins,and

individualized medication regimen should be adopted when statins are used in clinical practice.
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