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Effect of chitosan on dextran sulfate sodium sulfate-induced

ulcerative colitis in mice

ZHANG Yue ,ZHOU Zhong-yin ,CHEN Lu ,LUO He-sheng
(Department of Gastroenterology, Renmin Hospital of Wuhan University, Wuhan 430060, China)
Corresponding author:ZHOU Zhong-yin, E-mail: zhouhu0425@163. com

Abstract ;[ Objective | To investigate the effect of chitosan on acute inflammatory response in mice dex-
tran sulfate sodium-induced colitis,and the potential mechanism. [ Methods JForty Balb/c mice were divided
into four groups,including normal control, DSS, Chitosan and 5-ASA,randomly. The mice in DSS,5-ASA
and Chitosan groups were orally administered with 3% DSS solution for 7 days to induce acute colitis, con-
structing ulcerative colitis model. During the experimental period,the mice were given corresponding drug
lavage treatment. Clinical signs,body weight,stool consistency and fecal blood were observed every day. At
the end of the experiment, the colonic myeloperoxidase (MPQ) activity were measured. [ Results |3 % DSS
successfully induced acute colitis associated with diarrhea, mucopurulent bloody stool,and body weight de-
creasing. Chitosan effectively improved the symptoms of UC induced by DSS,and reduced MPO activity in
colonic tissue(6. 10841. 893 U/g vs 3.502+0. 529 U/g,P<C0. 01) ,increased the colon length. And the HE
staining of the degree of inflammation and disease activity index were significantly improved. [ Conclusion |
Chitosan can effectively treat DSS-induced acute colitis through the induction of specific immune response,
reducing the inflammatory response and enhancing the immune response. The Chitosan is expected to be a
potential drug for the treatment of ulcerative colitis.
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