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Abstract Ulcerative colitis(UC) is a chronic and persistent disease of the intestine, and its mechanisms re-
main elusive. Currently.a large number of studies have shown that intestinal microbiota imbalance is an important
regulatory factor in the pathogenesis of UC. The composition of Traditional Chinese Medicine(TCM) is complex,
and it can regulate the intestinal microbiota from multiple targets and pathways, reduce inflammation, protect the
intestinal mucosal barrier, and have significant curative effects in the treatment of UC. This article reviews the
role of gut microbiota in the pathogenesis of UC. Meanwhile, the research progress of alleviating UC by regulating

intestinal microecology with TCM was summarized, to provide new strategies and bring new opportunities for UC
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treatment.
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