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Research progress on mechanism of baicalin in prevention and treatment of colitis
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Abstract: Colitis is a pathological change of colitis caused by many factors. Its incidence rate is increasing year by year, its course is
long, and there is a risk of colon cancer. Baicalin is one of the important flavonoid compounds in Scutellariae Radix. Baicalin can play
a preventive and therapeutic role in colitis by reducing inflammatory action, antioxidant stress action, regulating cell apoptosis,

regulating intestinal microbiota, and regulating cell autophagy. This article summarizes the research progress on the mechanism of

baicalin in prevention and treatment colitis, providing reference for the clinical application of baicalin.
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