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The Research Progress of Signaling Pathways of Traditional Chinese Medicine Regulate Diabetic Wound

JIAO Jing, ZHANG Lei
(Shuguang Hospital Affiliated to Shanghai University of Traditional Chinese Medicine, Shanghai 201203, China)

ABSTRACT: Objective This paper summarizes the latest literature, which can offer solid theoretical basis for Traditional
Chinese Medicine treatment in diabetic wound. Methods This article summarizes the signaling pathways of Traditional Chinese

medicine (TCM )regulate diabetic wound through refering to the literature in recent years. Results Clinical application and the result

evaluation which using TCM treatment in treating Diabetic wound, show the unique advantages of multiple targets and multi-level of

TCM regulate diabetic wound. Conclusion TCM regulate diabetic wound has its unique advantages, we can further explore its

mechanisms.
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