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The gut microbiota and metabolites in ulcerative colitis

Summary Ulcerative colitis (UC) is a chronic relapsing intestinal inflammatory disease with non-specific

symptoms, which is mainly confined to the mucosa and submucosa of colon in any segment. With the characteris-

tic of repeated recurrence, UC has seriously affected the quality of patients’life. In the past 20 years, the incidence

and prevalence of this intestinal illness have gradually increased in china. The etiology of UC is still unclear. A

large quantity of research has presented that intestinal flora plays a crucial role in the occurrence and progression of

the gut dysbiosis. Studies show that gut microbiota and their metabolites can not only regulate a variety of inflam-

matory factors and relevant pathways, but also affect immune responds via the gut-liver axis. The latest research

has found that fecal transplantation is a new potential method for the treatment of UC.
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