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Clinical Distribution of ApoE Gene Polymorphism in Patients
with Acute Cerebrovascular Disease and Its Correlation with Blood Lipids
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Abstract: Objective To analyze the clinical distribution of ApoE gene polymorphism in patients with acute cerebrovascular
disease and its relationship with blood lipids. Methods Pyrosequencing technique was used to detect ApoE gene polymor-
phism in 311 patients with acute cerebrovascular disease. Meanwhile, triglyceride (TG) ,cholesterol (TC) ,high density lipo-
protein (HDL-C) and low density lipoprotein (LDL-C) were detected. Results A total of 311 patients with acute cerebro-
vascular disease were collected from March 2017 to February 2018 in the General Hospital of Northern War Zone. The fre-
quencies of ApoE genotypes were as follows:e2/e2 was 0. 03% ,e3/e3 was 69. 1% ,e4/e4 was 1. 0% ,e2/e3 was 12. 9% ,e2/
e4 was 1. 6% and e3/e4 was 15.1%. The frequency of ApoE phenotypes was 13. 2% for E2,70. 7% for E3 and 16. 1% for
E4. The distribution of ApoE genotypes and phenotypes in patients with acute cerebrovascular disease had no significant
difference between men and women (¥’ =0. 37~2. 31,all P>>0. 05) ,the distribution of ApoE genotypes and phenotypes a-
mong age groups had no significant difference (3 =3. 30~5. 08,all P>>0. 05) ,and the distribution of ApoE genotypes and
phenotypes in different clinical diagnosis had no significant difference (y* =0.71~4.54,all P>>0. 05). There were signifi-
cant differences in the levels of TG, TC,LDL-C and HDL-C among the genotypes of ApoE in patients with acute cerebrovas-
cular disease (F=11. 94~19. 60.all P<{0.05). The ApoE phenotypes in TC,HDL-C and LDL-C of patients with acute ce-
rebrovascular disease had significant difference ( F=6.27~15.59,all P<{0. 05), but there was no significant difference in
the levels of TG (F=4. 35, P>>0. 05). Conclusion ApoE gene was polymorphic in patients with acute cerebrovascular dis-
ease. The distribution of ApoE gene polymorphism was not related to gender,age and clinical diagnosis. ApoE genotype and
phenotypes in patients with acute cerebrovascular disease were correlated with individual blood lipid level. Clinically ., individ-
ualized treatment programs for patients with acute cerebrovascular disease can be formulated according to different ApoE
genotypes or alleles,and appropriate lipid-lowering drugs can be selected.
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