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Research Progress on Mechanism of Indigo naturalis in Treatment of UC

HE Zehui, WEN Hongzhu, LIN Jiang
( Longhua Hospital Affiliated to Shanghai University of Traditional Chinese Medicine, Shanghai 200032, China)
Abstract ; Ulcerative colitis (UC) is a chronic intestinal inflammatory disease associated with autoimmunity. The
pathogenesis of UC is characterized by deficiency in origin and excess in superficialityin TCM. Etiological factors mainly
include dampness, heat, blood stasis and toxin. Indigo naturalis, which can clear away heat and toxic material, cool
blood and eliminate spots, has been widely used in the treatment of UC for a long time. In recent years, researchers
have also achieved good results in the treatment of UC by taking Indigo naturalis alone orby using its main effective
components orally or through anus, and a large number of studies have been carried out on its mechanism. This study
reviewed the mechanism of Indigo naturalis and its effective components (indirubin, indigo and tryptanthrin) in the
treatment of UC in recent years.

Key words: Indigo naturalis; Indirubin; Indigo; Tryptanthrin; Ulcerative colitis



