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[ Abstract |

of diabetic nephropathy is not yet completely clear. Some multiple mechanisms contributing to the pathogenesis of dia-

Diabetic nephropathy is one of the main microvascular complications of diabetes. The pathogenesis

betic nephropathy, including sugar metabolism disorders, inflammatory reaction, genetic susceptibility, hemodynamic
changes and cytokines. Its clinical treatments including the control of diet, plasma glucose, blood pressure and lipid
should be done to delay disease progression and to improve the quality of life. The research progress in the pathogene-

sis and treatment of diabetic nephropathy is reviewed in this paper.
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