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Abstract : Ulcerative colitis (UC) is an inflammatory bowel disease characterized by persistent mucosal inflammation.
Scutellaria baicalensis (also known as Huanggin) , as a common traditional Chinese medicines used in clinical practice, is
known for its efficacy at clearing internal heat, eliminating dampness, purging fire, eliminating toxins, stopping bleeding,
and calming fetal activity. Its formulations, including Huanggin Decoction, Peony Decoction, and Pueraria, Scutellaria,
and Coptis Decoction, are often used to treat damp-heat UC. Studies have shown that S. baicalensis and its active
ingredients play an important role in protecting the intestinal mucosa, and have anti-inflammatory and immunomodulatory
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effects. This study reviews the mechanism of action of S. baicalensisand its active ingredients ( baicalin, baicalein,

oroxindin, wogonin, Scutellaria baicalensis polysaccharide, etc.) in the treatment of UC in recent years, including the
protection and repair of the intestinal mucosal barrier, the active ingredients anti-inflammatory and immunomodulatory
properties, effects against antioxidative stress, and regulation of intestinal flora, to provide a reference for targeted clinical
treatment of UC and drug development.
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