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[ Abstract] Objective To investigate the association between angiotensin-converting enzyme ( ACE)
gene 154353, 154461142, 158066114 polymorphism and diabetic microangiopathy. Methods A total of 675
patients with type 2 diabetes mellitus (T2DM) hospitalized in Yan'an People’s Hospital from January 2016
to January 2017 were recruited to participate in the study. According to their status of diabetic microangiopa-
thy, they were divided into diabetic retinopathy ( DR) +/diabetic nephropathy( DN) + group (n=130),
DR +/DN - group (n=118), DR -=/DN + group (n=236) and DR —/DN - group (n=191). Geno-
type was determined by PCR-restriction fragment length polymorphism for the ACE gene rs4353, rs4461142
and rs8066114 polymorphism. Other general clinical data and biochemical indices were collected for statisti-
cal analysis. Results Compared with DR —/DN - group, the GG genotype and G allele frequencies of
ACE gene rs4353 in DR + /DN + group, DR + /DN — group and DR — /DN + group were significantly dif-
ferent (y* =7.075-8.951, all P <0.01). However, the genotype and allele frequencies of rs4461142 and
rs8066114 did not differ among four groups (all P >0.05). Multivariate logistic regression analysis showed
that G allele of rs4353 was protective factor for diabetic microangiopathy ( OR =0.715, 95% CI.0.418-
0.923, P=0.007). Conclusion ACE gene 14353 polymorphism may be closely related to the suscepti-
bility of diabetic microangiopathy for patients with T2DM.
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