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[ Abstract])
impact of adiponectin gene promoter single nucleotide polymorphism(SNP) on type [l diabetes in Bai nationality of
We detected adiponectin gene +276G/T and +45T/G with PCR- direct sequencing in
300 cases of unrelated people which contain healthy control subjects(#=120) and type 2 diabetic patients(z=180) in
SNP+45(G/T)

showed significant difference of allele frequencies between type 2 diabetic group and the control group(P=0. 013).

Objective Adiponectin gene is associated with BMI, insulin sensitivity and diabetes. To detect the

Yunnan province. Methods

Bai nationality of Yunnan province, then analyzed their relationship with type 2 diabetes. Results

Not statistically significant difference was found at adiponectin gene polymorphisms +276G/T in this study. Linkage
disequilibrium(LLD) of +276G/T and +45T/G between cases and controls showed significant differences. Conclusion
The present study provides evidence that SNP+45G in exon 2 region of the adiponectin gene contributes to the de-
velopment of type 2 diabetes in Bai nationality of Yunnan province.
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