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Abstract: Indigo Naturalis, a traditional Chinese medicine, has been extensively used in the treatment of psoriasis, acute
promyelocytic leukemia and ulcerative colitis (UC). UC is a chronic, nonspecific inflammatory disease of intestine with gradually
increasing incidence in recent years. Indigo Naturalis and its active ingredients, indigo and indirubin, have been applied to treat UC
with significant curative effects. The mechanisms include anti-inflammation, mucosal healing, and intestinal immune homeostasis
maintaining. This article summarizes the pharmacological actions and potential mechanisms of Indigo Naturalis, indigo and
indirubin in the treatment of UC in recent years, which provides some reference for the safety of clinical medication and drug
discovery.
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