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Research progress on the role of bile acid metabolism in digestive system diseases
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[Abstract] As a product of cholesterol metabolism,bile acids not only play a crucial role in lipid diges-
tion and absorption in the human body,but also act as a class of important signaling molecules involved in the
regulation of various physiological processes. In recent years,with the continuous deepening of research on the
interaction network between bile acids and the intestinal microbiota, the core role of bile acid metabolism in
the occurrence and development of digestive system diseases has gradually been discovered. This article re-
viewed the research progress of bile acid metabolism in digestive system diseases such as inflammatory bowel
disease,non-alcoholic fatty liver disease,colorectal polyps,cholestatic liver disease,irritable bowel syndrome,
and colorectal cancer. It elaborately analyzed the molecular mechanisms by which bile acids activate the farne-
soid X receptor,G protein-coupled bile acid receptor 1,and other signaling pathways to regulate metabolism,
immunity,and inflammatory responses. Meanwhile, this article also summarized the prospects and challenges
of novel therapeutic approaches targeting bile acid metabolism, including farnesoid X receptor agonists, bile
acid structural analogs,and microbiota intervention methods in clinical applications,and made prospects for fu-
ture research directions.
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