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Research progress on the cholinergic anti-inflammatory pathway in the treatment of inflam-
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[Abstract] Inflammatory bowel disease (IBD), encompassing ulcerative colitis and Crohn's disease, is a chronic intestinal
inflammatory disorder. Its pathophysiology involves multiple factors, including immune dysregulation, genetic susceptibility,
and gut microbiota disturbances, which are not fully elucidated. The recent discovery of the cholinergic anti-inflammatory
pathway (CAP) offers a new direction for IBD treatment. This pathway, modulated by the vagus nerve, regulates immune
responses and inhibits the production of pro-inflammatory cytokines, thereby alleviating intestinal inflammation. This ar-
ticle systematically reviews the biological mechanisms of the CAP and its role in IBD, summarizing research progress on
targeting this pathway for IBD treatment, aiming to provide new strategies and a theoretical basis for managing IBD.
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