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[Abstract] Irritable bowel syndrome (IBS) is the most common functional bowel disease, and diarrhea-predominant IBS
(IBS-D) is the most common type of IBS in our country. There are many causes of IBS, among which abnormal bile acid metabolism
and intestinal flora disorder are the main pathogenic factors. Abnormal bile acid metabolism and intestinal flora disorders are found
in patients with IBS-D. Intestinal flora is critical in the regulation of bile acid synthesis. Disorders of intestinal flora may lead to

abnormal bile acid metabolism. Studies have pointed out that bile acid pathway (farnesoid X receptor, FXR) agonists can improve

IBS-D symptoms by regulating receptor bile acid metabolism and intestinal flora. The interaction and corresponding mechanism of

bile acid-intestinal flora and IBS-D were summarized in present paper.
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