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[ Abstract] Objective To study the role of traditional Chinese medicines (TCM) “Yinhuangsan”
in the external treatment of diabetic foot ulcers by observing the process of the wound tissue healing and
exploring the mechanism of the rat diabetic ulcer healing. Methods Diabetic foot ulcer model was
established and the rats were randomly divided into model group, western medicine group and TCM group, 10
rats in each group, rats in all groups were respectively by gavage given oral no drug, metronidazole and Yin-
huangsan. Another 10 normal rats were set as control group without drug treatment. After 10 days of
treatment, the contents of AGEs, inflammatory factor and growth factor in serum were detected. Proliferating
cell nuclear antigen (PCNA) staining and CD34 staining were respectively used to detect the number of
fibroblast and number of newly born capillaries in granulation tissue. Hematoxylin and eosin (HE) staining
was used to observe morphological changes. Results Compared with the model group, the content of AGEs,
tissue necrosis factor-a (TNF-a) , interleukin-1 (IL-1) and C-reactive protein (CRP) were reduced after
drug intervention, basic fibroblast growth factor ( bFGF ), endothelial growth factor ( EGF), vascular
endothelial growth factor (VEGF) and platelet derived growth factor (PDGF) were increased after drug inter-
vention, newly born capillaries and fibroblasts were increased in granulation tissue (P<0.05) , and the effect

of TCM group was more pronounced than western medicine group( P<0.05). Conclusions Yinhuangsan can
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significantly promote the healing of ulcer wound in diabetes rats. The mechanism may be related to reducing

inflammatory factor and AGEs in rat serum while improving growth factor, in rat serum, and promoting newly

born capillaries and fibroblasts proliferation in the granulation tissue.
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