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Research progress of exosome miRNA and exosome cell-free

therapy in myocardial infarction”
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[Abstract] Myocardial infarction (MI) is an irreversible myocardial injury caused by continuous ische-
mia and hypoxia of coronary arteries, which seriously threatens people’ s life and health. Exosomes are
nanoscale bilayer lipid vesicles released into the surrounding body fluids after the fusion of multivesicular
bodies and plasma membranes. As an important bioactive molecule contained in exosomes, miRNAs regulate
the pathological mechanism of MI by changing various biological pathways. Exosomes have the advantages of
high stability,low toxicity,and controllable dose. Exosome-based cell-free therapy loaded with miRNA has e-
merged. This article reviewed the diagnostic and prognostic value of exosome miRNA in MI,and discussed the
application prospects and limitations of exosomal cell-free therapy.
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080 LA BE 475 3 0 98 A s I 98 /00 WL 248 B O T
FLoE ML JE R0 Ty s 05T S A WA AR 3 i
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WEE T AT B AE S W 50 60 2 18, B 2 6 IRAF 98 . A WF
FER BRI 3" it B A B i b A 16 o L AL [ A A
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NAfEH MI e B B2 Wibr &9, F 2R IR T
MSCs, HH K Z 280 WLAR M L 5% 2T 4 40 i 45 32 4 40
JH P9 AR IR, 8 5 A A A T AR R R K 2 R
S 5 ML E T B b T LA 4R
FRAL ] 250 4 S0 N BRI R . AT RN
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