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Abstract: Inflammatory bowel disease is a chronic, complex, and immune mediated inflammatory disease, and the immune system of
colon mucosa plays an important role in occurrence and development of inflammatory bowel disease. Baicalin is a flavonoid derivative
extracted from Scutellariae Radix. It has significant pharmacological activities, including anti-inflammatory, immune regulation, and
antioxidant, etc. Baicalin can treat inflammatory bowel disease through multiple links, multiple pathways and multiple targets,
including affecting immune cells to regulate intestinal inflammatory response, regulating immune active factors to affect intestinal
immunity, regulating signal pathways to regulate intestinal immunity, and affecting intestinal barrier through multiple targets and
multiple angles. This article reviews the mechanism of baicalin in treatment of inflammatory bowel disease, hoping to provide reference
for further research.
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