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[ Abstract]

tion, nerve and/or vascular lesions, and healing impairment are common pathophysiologic characteristics of
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Diabetic foot ulcer is one of the most common chronic complications of diabetes. Infec-

diabetic foot ulcer. Chemokines play roles in immune regulation, chemotaxis and catalytic, but their roles in
diabetic foot ulcer are still unclear. They may play roles in inflammatory response, atherosclerosis, angiogen-
esis as well as wound healing by acting on inflammatory cells, vascular smooth muscle cells, endothelial pro-
genitor cells and epithelial cells. Further researches on the role of chemokines in diabetic foot ulcer may pro-
vide new direction for the treatment of diabetic foot ulcers.
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