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{1 FH A0 1 A0 161 55 GWA869 I T 5 Bt i — %5
X5 RN, HSC il i B 457+ miR-Let7c 1y 4h
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Abstract: Exosomes are extracellular nanovesicles secreted by a variety of cell types such as
cardiomyocyte, hepatocytes, and stem cells. They carry specific sets of mMRNA, microRNA, and proteins,
which play a role in intercellular communication in almost each physiological and pathological process.
Exosomes, which are released after tissue cell injury, can initiate repair/regeneration responses by triggering
inflammation and active fibroblast, and finally lead to tissue fibrosis. However, exosomes released by
stem cells can retard tissue fibrosis by enhancing cell survival and reducing apoptosis. In this paper,
we reviewed the research progress in the relationship between exosomes and tissue fibrosis.
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