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ABSTRACT: Podocyte is a kind of highly differentiated epithelial cells which attached to glomeroular basement meinbrance.
Podocytes play a crucial role in preserving integrity of glomerular filtration barrier and maintaining specific restriction on filtration of
plasma protein. In recent years, it was showed that the damage of podocyte is related to proteinuria and glomerulosclerosis in the
researching of diabetic nephropathy. This article reviews some papers in order to summarize the characters of podocytes injury caused by
diabetic nephropathy and lay the foundation of correlational investigation.
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