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Mechanism of Chinese herbal medicine treatment of ulcerative colitis via
nucleotide-binding oligomerization domain-like
receptor protein 3 inflammasome

Summary Ulcerative colitis (UC) is an unexplained, recurrent, chronic nonspecific intestinal disease, and
chronic colitis has been shown to increase the risk of colorectal cancer. Many studies have reported that nucleotide-
binding oligomerization domain-like receptor protein 3 (NLRP3) inflammasome is closely related to the develop-
ment of UC. Therefore. NLRP3 inflammasome are likely to become a new target for the treatment of UC. Chinese
herbal medicine has the characteristics of multi-target, multi-function and multi-pathway against inflammatory,
cancer and immunological diseases. This review provides a further understanding of the key mechanisms of Tradi-

tional Chinese Medicine in the regulation of NLRP3 inflammasome and demonstrates new ideas and directions for
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treatment of UC.
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