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[ ABSTRACT] Exosomes (Exo) are small vesicles secreted by various cells and encapsulated by lipid bilayer mem-
branes, which are widely involved in intercellular information communication, and can carry diverse bioactive molecules de-
rived from donor cells, especially microRNA (miRNA).

In recent years, the functions and potential mechanisms of exo-

somal miRNAs in the occurrence and development of atherosclerosis ( As) have received extensive attention and in-depth
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study.
effects on the function of recipient cells.
pect in the diagnosis and therapy of As.
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This review summarizes the roles of exosomal miRNAs in As, focusing on their cellular sources and regulatory

Meanwhile, this review also discusses their potential application value and pros-
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KOV 2 LR, XS AR AR miRNA 1] 58 i I8 #5
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T 38 2o U - 43 A K - 88 (myeloid differentia-
tion factor 88, MYD88)/NF-kB/NOD Bt % 1K & [ 3
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Table 1. Mechanism of exosomal miRNA in atherosclerosis
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Figure 1. The role of exosomal miRNA in the process of atherosclerosis
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