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Research progress on drugs targeting ulcerative colitis-related pathways”
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[Abstract] Ulcerative colitis(UC) is a chronic inflammatory intestinal disease with unknown etiology.
At present, the main therapeutic drugs are aminosalicylic acid and glucocoticoids. It is an inevitable require-
ment for drug research and development to find targeted drugs to treat UC specifically through UC-related
signal pathways. This paper comprehensively expounded the role of UC-related signaling pathways on the

pathogenesis and the research progress of drugs targeting specific pathways in order to provide a sound basis

for the treatment of UC.
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