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[Abstract] The pathologic characteristics of diabetic nephropathy are renal interstitial fibrosis and
renal sclerosis. Chronic low-grade inflammation, oxidative stress, angiogenesis and endothelial dysfunction
play important roles in the occurrence and development of diabetic nephropathy. MiRNA-150, overexpressed
in renal fibrosis,participates in a variety of inflammatory response and inflammatory signaling pathways.
Through microvesicels, miRNA-150 can promote angiogenesis and then result in renal interstitial fibrosis
and nephrosclerosis. Its target genes are protective in diabetic nephropathy, such as suppressor of cytokine
signalingl (SOCS1 ), stromal cell-derived factor-1 (SDF-1)/ CXC chemokine receptord (CXCR4). Therefore,
miRNA-150 may play a key role in the occurrence and development of diabetic nephropathy by modulating its
downstream signaling molecules.
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