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Effect of Jinkoubao on rabbit oral ulcer model
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[Abstract] Objective To explore the therapeutic effect of Jinkoubao on oral ulcer in rabbits and its action mechanism. Meth-
ods Among 60 SPF New Zealand rabbits,6 cases were randomly selected for the ulcer model identification,and the rest was ran-
domly and equally divided into 3 groups:the control group (NC group) ,normal saline drug film group (NS group) and Jinkoubao
film group (JK group). The rabbit model of oral ulcer was constructed by applying 40 % glacial acetic acid to burn rabbit oral muco-
sa for duplicating the oral ulcer model. of the change situation of oral ulcer was observed on the same day for constructing model,on
3.5,7 d after medication. The EGF level in oral mucosal tissue was detected by using RT-PCR and the local histopathological chan-
ges in oral ulcer was observed by using HE staining method. Results Compared with the NS group, the ulcer area on 3,5,7 d after
medication in the JK group was significantly deceased (P<C0. 01). Compared with the NS group,the EGF level in oral buccal muco-
sal tissue in the NS group and JK group was markedly increased (P<Z0. 01). But the EGF level increase in the JK group was faster
than that in the NS group,the difference was statistically significant(P<C0. 01). The HE staining section of rabbit oral ulcer on 3,
5.7 d after medication showed that the inflammatory cells decrease in the JK group was more obvious than that in the NS group,fi-
broblasts proliferation was obvious and epithelial hyperplasia was good. Conclusion Jinkoubao could greatly improve the symptoms
of oral ulcer in rabbits and promotes its healing, which is possible to strengthen the repair capacity of oral ulcer by regulating the
EGF level.

[Key words] Jinkoubao;oral ulcer;epidermal growth factor;animal experimentation
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