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Abstract: Objective To investigate the therapeutic effect of Fufang Changtai on dextran sulfate sodium (DSS)-induced chronic
ulcerative colitis (UC) in mice. Methods C57BL/6 mice were randomly divided into three groups: Vehicle group, DSS model group,
and Fufang Changtai group. The model of colitis in mice was induced by drinking water containing 2% DSS for 5 d, followed by 5 d of
normal water for 3 times. In Fufang Changtai group, the mice were ig given Fufang Changtai 18 g/kg per day during DSS treatment.
Mice in Vehicle group and DSS model group were given the same volume of water, instead. Body weight and disease activity index
(DAI) score were recorded every day. The colorectal mucosal histological changes were observed by HE staining. Tumor necrosis
factor-a (TNF-0) and interleukin-10 (IL-10) levels in colorectal tissue were determined by ELISA. The expression of COX-2 was
determined by immunohistochemistry. Results Compared with the DSS groups, Fufang Changtai group could significantly improve
the symptoms, reduce colonic DAI and histological scores. The levels of TNF-a and COX-2 were markedly decreased accompanying
with IL-10 content increasing by the treatment of Fufang Changtai. Conclusion Fufang Changtai has the therapeutic effects on
DSS-induced UC in mice, which is probably mediated by the enhancement of anti-inflammatory cytokines IL-10 and the inhibition of
pro-inflammatory cytokines TNF-a and COX-2.
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Fig. 1 Body weight changes (A), DAI scores (B), and

colorectal length (C) of mice in each group
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Fig.2 HE Staining results and histology scores in colorectal tissue of mice in each group
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Fig.3 Expression of TNF-a (A), IL-10 (B), and COX-2 (C) in colorectal tissue of mice
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