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Association of Adiponectin Gene Polymorphism in Type 2 Diabetes with Nephropathy. Peng Chunling ,Hong Yuzhi,Fu Liping. The Medi-
cal Department of the Second People's Hospital of Cixi,Zhejiang 315315 ,China

Abstract Objective To investigate the association of single nucleotide polymorphism (SNP) of +45 and +276 loci of adiponectin
(APN) gene with type 2 diabetic nephropathy (DN) in Han ethnicity population, Zhejiang province in China. Methods Eighty — two
type 2 diabetic patients were assigned to normal albuminuria group, micro — albuminuria group,and macro — albuminuria group according
to the urine albumin excretion rate ( UAER). Direct sequencing was used to analyze allele and genotype frequencies of SNP +45 and +
276 loci, and analying the relationship with other observed indicators. Results The distributions of genotype and allele frequencies of
SNP +45 and +276 had no difference among three subgroups( P >0.05). Conclusion The T—G polymorphism of SNP +45 and G—T

polymorphism of SNP +276 in adiponectin gene are not associated with type 2 diabetic nephropathy in Han ethnicity population, Zhejiang

province in China. The gene polymorphisms of these two loci can not predict the susceptibility to type 2 diabetic nephropathy.

Key words Adiponectin; Single nucleotide polymorphisms; Diabetic nephropathy
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