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Research progress on intestinal microbe-mediated tryptophan metabolism and intestinal mucosal barrier
GONG Jiahui' ,KONG Lingbin®,ZHANG Fan® (1. Clinical Medical College of Jining Medical University s
Jining ,Shandong 272067 ,China ;2. Jining Medical University)

Under the action of intestinal microorganisms, tryptophan can be metabolized into indole-3-propionic acid,
indole-lactic acid,indole and other metabolites. As an important medium in host-microbial cross communication, trypto-
phan can play an important role in maintaining intestinal and host homeostasis by maintaining intestinal mucosal barrier.
At present, the relationship between tryptophan metabolites and intestinal mucosal barrier is not clear. In this paper,we
summarize the recent research results on the protective effect of microbial mediated tryptophan metabolites on gut barrier
in order to provide new ideas for the prevention and treatment of intestinal diseases by exogenous TRP metabolites.
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