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Correlations between ApoE gene polymorphism and diabetic nephropathy,blood lipid level
ZUO Tengzi' L1 Wei*®
1. Department of Endocrinology ,Suqian Hospital Affiliated to Xuzhou Medical University/Nanjing
Gulou Hospital Group Suqgian Hospital ,Suqgian ,Jiangsu 223800,China ;2. Department of Endocrinology ,
A f filiated Hospital of Xuzhou Medical University , Xuzhou ,Jiangsu 221000,China

Abstract: Objective To explore the correlations between apolipoprotein E (ApoE) gene polymorphism
and diabetic nephropathy (DN),blood lipid level. Methods A total of 60 patients with DN admitted to Sugian
Hospital Affiliated to Xuzhou Medical University/Nanjing Gulou Hospital Group Sugian Hospital from Octo-
ber 2017 to October 2021 were included in the DN group,and another 60 patients with type 2 diabetes mellitus
without nephropathy were selected as the type 2 diabetes mellitus alone group. The ApoE genotype,allele fre-
quency and blood lipid indexes were compared between the two groups. The enrolled diabetic patients were di-
vided into E2 allele (e2/2 and €2/3 genotypes), E3 allele (e3/3 genotype) and E4 allele (e3/4 and €4/4) ac-
cording to their genotypes. The blood lipid levels of patients with different allele were compared. Results The
high density lipoprotein cholesterol (HDL-C) level in DN group was lower than that in type 2 diabetes melli-
tus alone group,the difference was statistically significant (P<C0. 05). The frequencies of €2/2 and €2/3 gene
in DN group were higher than those in type 2 diabetes mellitus alone group.the frequency of €3/4 gene in DN
group was lower than that in type 2 diabetes mellitus alone group.the differences were statistically significant
(P<C0.05). The frequency of ApoE E2 allele in DN group was significantly higher than that in type 2 diabetes
mellitus alone group,the frequency of E4 allele in DN group was significantly lower than that in type 2 diabe-
tes mellitus alone group (P<C0. 05). The level of triglyceride (TG) in patients with E2 allele was significantly
higher than that in patients with E3 and E4 allele, the difference was statistically significant (P<C0. 05). There

was no significant difference on the levels of serum total cholesterol, HDL-C and low-density lipoprotein cho-
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lesterol in patients with E2,E3 and E4 allele (P>>0. 05). Conclusion The ApoE €2/2,¢2/3 genotypes and the
decrease of HDL-C level relate closely to the development of DN. The ApoE gene polymorphism relates to the

TG level in type 2 diabetes mellitus patients.
Key words: apolipoprotein E;
nephropathy
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