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[ Abstract)

inflammatory cells and play important roles in the development and progression of diabetic nephropathy. The

Diabetic nephropathy is a chronic inflammatory disease while macrophages are the key

adhesion molecules or chemotactic factors, such as selectins, intercellular cell adhesion molecule-1,
vascular cell adhesion molecule-1, monocyte chemotactic protein-1, and oesteopontin, induce peripheral
blood monocytes rolling, adhesion and migration to kidney. Then most of these monocytes differentiate into
macrophages. Under the sustained hyperglycemia, the infiltrative macrophages are activated, and release
some cytokines such as transforming growth factor-, tumor necrosis factor-a, interleukin-1, interleukin-6
and interleukin-18. These cytokines lead to the deposition of mesangial extracellular matrix, glomerular
sclerosis and interstitial fibrosis through promoting the secretion of extracellular matrix from glomerular
mesangial cells and the proliferation of fibroblast. Thus, the development of diabetic nephropathy is
promoted. Regulating the infiltration and activation of macrophages may provide a new therapeutic approach
for diabetic nephropathy.
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