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Research advances in mesenchymal stem cells in treatment of diabetic foot
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[Abstract]Diabetic foot(DF) is one of the most common chronic complications of diabetes and its secondary infection is the major
cause of non—traumatic amputation,which greatly affects the quality of life of diabetic patients and brings serious economic burdens
to families and the society. Mesenchymal stem cell(MSCs) treatment can effectively promote angiogenesis and wound healing and is

thus a new method for the treatment of DF. This article reviews the research advances in MSCs in the treatment of DF,in order to

provide a theoretical basis for the clinical treatment of DF.
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