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Abstract

Diabetic nephropathy (DN) is one of the most common and the most serious microvascular complications of diabetes, early
clinical symptoms are not obvious, with the progress of the disease and the course of diabetes, gradually appear proteinuria, edema,
hypertension and a series of clinical manifestations, eventually progress to end-stage renal disease, this is also one of the main causes
of death of diabetes patients, so the pathogenesis of diabetic nephropathy needs to be clear. Current studies on the pathogenesis
of diabetic nephropathy mainly include renal hemodynamic changes, disturbed glucose metabolism disorders, lipid metabolism,
epigenetic mechanisms, oxidative stress, various cytokines and autophagy. These factors can lead to podocyte damage through
different mechanisms and interactions, Eventually leading to the occurrence and development of DN, the vascular endothelial growth
factor (VEGF) is directly involved in the process of podocyte injury. This paper mainly discusses the relationship between vascular
endothelial growth factor and podocyte injury, in order to provide clinical treatment ideas for delaying the progress of DN and
improving the quality of life of patients.
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