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Research advances in the mechanism of bone marrow mesenchymal stem

cells treating ulcerative colitis
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Gastroenterology , The First Affiliated Hospital of Heilongjiang University of Chinese Medicine )
[ Abstract] Currently , the global incidence rate of ulcerative colitis (UC) is increasing year by year. Conventional therapies cannot ef-
fectively repair damaged tissue and reconstruct immune homeostasis, with a clinical remission rate of <50%, and most of the patients
are facing problems such as drug resistance, irreversible damage to the mucosal barrier, and fibrosis, which require novel therapeutic
methods. Recent studies have shown that bone marrow mesenchymal stem cells (BMSCs) , with the help of their characteristics of multi-
potential differentiation and inflammatory chemotaxis, can precisely modulate the microenvironment by secreting anti—inflammatory
mediators and immunomodulatory proteins and significantly promote the regeneration and functional recovery of colonic mucosa. Based
on these findings , BMSCs have become an important research direction in the field of UC treatment. Therefore, this article integrates ex-
isting therapeutic systems and systematically analyzes the therapeutic mechanism of BMSCs , in order to provide a new theoretical basis
and clinical guidance for the treatment of UC.
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YERIBLL, T R 58 3 1 PRI IS 52 180 & ik 1k 2R 3 S8 403
7RI TT BSR4 P

g5 LIk, Bl ARG T B AR T A BMSCs 1697
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