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[Abstract] Ulcerative colitis (UC) is an inflammatory disease with unclear etiology and pathogenesis. In

recent years,with the continuous in-depth research on the pathology of UC,it has been discovered that there

exists a new form of cell death in the pathological process of UC,namely ferroptosis. A series of pathological

changes closely related to ferroptosis in the pathological tissues of UC patients. This article aims to investigate

the role of ferroptosis in the pathogenesis of UC, and introduce the relationship between UC and ferroptosis

from the aspects of inflammation,intestinal mucosal barrier and intestinal flora,as well as the recent research

progress in this field.
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