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Abstract  Ulcerative colitis (UC) is a chronic non-specific inflammatory bowel disease, the complex pathogenesis of
which has not been fully elucidated. In recent years, the role of peroxisome-proliferator-activated receptor y (PPARY) in
maintaining intestinal homeostasis has gained increasing attention. This nuclear transcription factor participates in the
progression of UC through multiple mechanisms, playing important roles in regulating intestinal mucosal barrier function,
suppressing intestinal inflammation, modulating immune responses, preventing pathological fibrosis, and maintaining

microbial homeostasis. This article systematically elaborated the multifaceted protective mechanisms of PPARvy in UC,

aiming to provide new theoretical foundations and therapeutic strategies for the clinical management of UC.
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il 25 25 ) (thiazolidinediones, TZDs) H #ij # F /F 2 BB bR i
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ry T 4 ' (PeCa) —— {BHAEER HEXERS ~
% G — xmmwwt \ (PpaRy)RxRa 9 &>
& BRERNSIHE | XA s A ~/
S EAESAT Y &L c S ~— =
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