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Abstract: Imbalance of the intestinal microbiota is one of the key factors in the onset and progression of inflammatory bowel disease
(IBD). The dysbiosis of intestinal microbiota accelerates the pathological process of IBD by disrupting the homeostasis of bile acids
metabolism, exacerbating intestinal inflammatory responses and weakening the intestinal mucosal barrier function. As important
microbial-host co-metabolites, abnormally metabolized bile acids, such as the accumulated secondary bile acids and elevated
production of toxic metabolites, can activate pro-inflammatory signaling pathways. Furthermore, imbalance of bile acid receptor-
mediated regulatory networks amplifies the inflammatory cascade reaction and diminishes the protective functions of intestinal
immunity and barrier function, thereby forming a vicious cycle of “microbiota-metabolism-immunity”. With its multi-component,
multi-target, and multi-pathway synergistic regulatory features, traditional Chinese medicine (TCM) demonstrates unique advantages
in the treatment of IBD. It reshapes the structure of the intestinal microbiota, regulates bile acids metabolism, and restores intestinal
immune homeostasis. These mechanisms provide new targets for precise intervention in IBD and establish a theoretical foundation for
integrated TCM-Western medicine treatment strategies that combine intestinal microecology and metabolic regulation. Based on this,

this review systematically explains the core role of the intestinal microbiota-bile acids axis in the pathogenesis of IBD and summarizes
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the research progress of TCM in multi-dimensional intervention targeting this axis, aiming to open new avenues for the prevention and

treatment of IBD.
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Fig. 1 Synthesis of bile acids and metabolism of intestinal flora
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Fig. 2 Abnormal mechanism of bidirectional regulation of gut microbiota-bile acids axis in IBD
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Fig.3 Traditional Chinese medicine intervention on intestinal microbiota-bile acids axis mechanism of anti-inflammatory effect
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