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Effects of Xiaodu Yuji Paste on Protein Expressions of VEGF/SDF-1a/CXCR4 in Granulation Tissue
of Diabetic Foot Patients LI Qi', TIAN Fu-ling', ZHANG Wen-li', MA Hui-fang®, and GUAN Sheng-
nan® 1 North China University of Science and Technology, Hebei Provincial Key Pharmacological Analy-
sis Lab for TCM Preventing and Treating Diabetes, Hebei (063000 ) ; 2 People’s Hospital of Qianxi Coun
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ABSTRACT Objective To observe the effects of Xiaodu Yuji Paste (XYP) on protein expressions
of vascular endothelial growth factor (VEGF)/stromal cell derived factor 1a (SDF-1a)/chemokine recep-
tor 4 (CXCR4) in granulation tissue of diabetic foot patients. Methods Totally 56 patients with diabetic
foot were assigned to the control group (29 cases) and the treatment group (27 cases) according to
Wagner grading method (the range and the degree of foot lesion). Patients in the control group received
basic treatment (anti-inflammation, blood glucose control, anti-coagulation, debridement, drainage, and
so on) for 8 weeks. Patients in the treatment group additionally received XYP for 8 weeks. The wound
healing was observed. Contents and protein expressions of VEGF/SDF-1a/CXCR4 were detected using SP
method and Western blot. Results  The wound healing rates after 2, 4, 8 weeks of treatment were signifi-
cantly higher in the treatment group than in the control group (all P <0.05). Contents and protein expres-
sions of VEGF/SDF-1a/CXCR4 protein expression at week 8 after treatment were all significantly higher in
the treatment group than in the control group (P <0.05). Conclusion The therapeutic effect of XYP
might be associated with promoting expressions of VEGF/SDF-1a/CXCR4, thus promoting angiogenesis
and facilitating wound healing.

KEYWORDS Xiaodu Yuji Paste; diabetic foot; vascular endothelial growth factor ( VEGF)/stromal
cell derived factor 1a (SDF-1a)/chemokine receptor 4 (CXCR4)
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