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Effect of Fecal Bacteria Transplantation on Experimental Colitis in Mice. Ji Panpan, Zhou Zhongyin, Li Kui, et al. Department of Gas-
troenterology, Renmin Hospital of Wuhan University, Hubei 430060, China

Abstract Objective To investigate the effect of fecal microbiota transplantation on acute inflammatory response in murine dextran
sulfate sodium (DSS) — induced colitis, and its possible mechanism. Methods Mice were divided into four groups: normal control,
DSS, 5 — ASA and FMT. The mice in groups DSS,5 — ASA and FMT were orally administered with 3% DSS(w/v) solution for 7 days to
induce colitis. At day 1, 3,5 and 7 days, the mice in groups DSS, 5 — ASA and FMT were respectively given 0. 5% Carboxymethylcellu-
lose sodium, 5 — ASA suspension and fecal suspension by enema. Disease activity index( DAI) of every mouse was calculated every day.
All mice were sacrificed at day 8 and the length of each colon was measured. The myeloperoxidase (MPO) activity and the content of TNF
—a, IL -1 and IL - 10 of inflamed colon of each group were measured. Results Compared with DSS group, FMT ameliorated inflam-
mation severity of UC in mice accompanied by decreased MPO activity (P <0.05), reduced TNF — o, IL - 1 levels (P <0.05) and in-

creased IL - 10 level (P <0.05) in colon tissue. Conclusion

FMT showed a therapeutic effect on experimental colitis in mice. It was

completed probably by reshaping intestinal flora, regulating intestinal T cell immunity homeostasis.

Key words Fecal microbiota transplantation; Intestinal symbiotic flora; Ulcerative colitis; Immunity homeostasis
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