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Effect of Kangfu cream on the scald wound healing of rats with diabetes mellitus "
Gong Zhenyu' , Tong Yalin'® ,Wan Youhua® ,Yang Runsheng® ,Su Xiaoling®
(1. Department o f Burn and Plastic Surgery ;2. Department of Pathology ;3. Laboratory Animal Center ,
the 181st Hospital of Chinese People’s Liberation Army ,Guilin,Guangzi 541002 ,China)
Abstract : Objective
tus. Methods

To observe the effects of Kangfu cream on deep [l degree burn wound healing of rats with diabetes melli-
Tail-vein injection of alloxan in 24 Wister rats were performed to establish diabetic rat models. Automatic time con-
trol and pressure regulation scald apparatus was employed to make 4 surfaces of deep |l degree burn wound on the back of rats.
The wound surfaces were randomly divided into Kangfu cream group,rhEGF group,povidone-iodine group and physiological saline
group in which rats were treated with Kangfu cream,rhEGF, povidone-iodine and physiological saline, respectively, until the wound
tissue samples taken or the wound healing. The wound healing rates and the healing periods were observed. The samples of wound
surface tissue of rats in each group were taken on the 7th,14th and 21th day after treatment. Hematoxylin-ecosin (HE) staining was
used to detect the pathological changes of wound tissue by optical microscope. Streptavidin biotin-peroxidase complex(SABC) im-
munohistochemistry was adopted to detect the expression of proliferating cell nuclear antigen(PCNA) ,and the PCNA positive cells
were measured by labeling index method to evaluate the tissue repair in wound surface. Results Both wound healing period and
healing rates of rat in Kangfu cream group were superior to those in the other 3 groups(P<C0. 05). Pathological examination demon-
strated that Kangfu cream could significantly reduce the early inflammatory response in wound surfaces.promote the wound re-epi-
thelialization and the differentiation of each epidermal layer. The expression level of PCNA in wound surface tissue was markedly
higher than those in the other 3 groups(P<C0. 05). Conclusion Kangfu cream can promote the cell proliferation in wound surface of
rats with diabetes mellitus and facilitate the wound healing.
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