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[Abstract] Currently, the pathogenesis of diabetic kidney diseases (DKD) is not fully clear. In recent years, with the development of
gene sequencing method , more and more evidence has proved that the DKD is probably the result of genetic and environmental interac-
tion. To understand the relationship between gene polymorphism and diabetic nephropathy is not only conducive to the prevention and

diagnosis of DKD, also helps to provide new way for the design research and development of new drugs. This paper elaborates the DKD

and the connections between the gene polymorphism.
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