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[ Abstract]

caused by infection or mechanical trauma. It has been shown that mesenchymal stem cell exosomes are

Wound repair is the process of repairing and restoring tissue homeostasis after injury

involved in wound repair as mediators of cell communication. In this paper, the effects and mechanisms of
Wnt/B- catenin, transforming growth factor- 3, phosphatidylinositol 3-kinase/protein kinase B ( PI3K/Akt)
and other signaling pathways during wound repair are summarized, and the research progress of mesenchymal
stem cell exosomes involved in regulating the above pathways is reviewed and summarized, and the

application prospects and development bottlenecks of mesenchymal stem cell exosomes in wound repair are

EZS

prospected.
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