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Research progress on pharmacological effects of oxymatrine in treatment of colitis
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Abstract: Colitis is a chronic, specific inflammatory disease that often occurs in young adults, with a complex pathogenesis.
Oxymatrine can treat colitis by reducing inflammation, activating autophagy pathways, inhibiting ferroptosis, regulating intestinal
microbiota structure, promoting neovascularization, and protecting intestinal mucosal barrier function. This article summarizes the
pharmacological research progress of oxymatrine in treatment of colitis, providing reference for the clinical application of oxymatrine.
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