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Association between TCF7L2 Gene Polymorphism and Type 2 Diabetes Mellitus. HU Conghut, SU Yinxia, ALIMIRE - Abudireyimu, et
al. School of Public Health, Xinjiang Medical University, Xinjiang 830000, China

Abstract Objective To investigate the relationship between the single nucleotide polymorphism ( SNP) site of transcription factor
7 analog 2 (TCF7L2) and type 2diabetes mellitus (T2DM) , which is the basis for predicting the risk of individual T2DM and early inter-
vention. Methods A retrospective case — control study was conducted. 150 Uygur patients with T2DM in Moyu County Hospital of Xin-
jlang Uygur Autonomous Region were selected as the case group, and 218 healthy people were selected as the control group. MGB probe
was used to detect the genotype of rs7901695 locus of TCF7L2 gene in the two groups, and relevant questionnaires and biochemical inde-
xes were tested. Logistic regression was used to analyze the relationship between genotype and genetic susceptibility of T2DM in different
genetic models. Results There were significant differences in fast plasma glucose and low — density lipoprotein cholesterol levels between
the two groups (P <0.05). There were no significant differences in the allele and genotype distribution frequencies of the 1s7901695 locus
of TCF7L2gene between the two groups (P > 0. 05). Multivariate Logistic regression analysis showed that the rs7901695 locus of
TCF7L2gene was correlated with genetic susceptibility to T2DM in both additive and recessive models after adjusting for covariates. No in-
teraction was found between rs7901695 of TCF7L2gene and smoking, drinking and high triglyceride in T2DM. Conclusion In the Uygur
population of Moyu County, Xinjiang, the polymorphism of TCF7L2gene rs7901695 was correlated with the genetic susceptibility to
T2DM, that is, the CC genotype may increase the risk of T2DM.
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