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Abstract Ulcerative colitis(UC) is a common global inflammatory bowel disease that is difficult to cure and
prone to recurrence, leading to high treatment costs and severely impacting patients’ quality of life. The pathogen-
esis of UC is currently unclear, and there are no specific treatment plans in clinical practice. Macrophages play a
critical role in the pathological development of UC by inducing the pro-inflammatory M1 phenotype and the anti-in-
flammatory M2 phenotype to maintain immune homeostasis. Mesenchymal stem cells (MSCs) have multi-direc-
tional differentiation potential and immunomodulatory capabilities, and can regulate macrophage polarization to
maintain immune homeostasis and improve the inflammatory environment in the body. This article summarizes

the functions of MSCs in regulating macrophage polarization and their potential mechanisms of action in UC, as
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well as their roles in treatment, to provide new insights for future UC therapy.
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