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Role of Macrophage-related Exosomes in Cardiovascular Diseases
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[ Abstract ] Exosomes are one kind of extracellular vesicles with bilayer phospholipid membrane structure secreted by a variety of
cells,which contain many constituents of a cell, including proteins, nucleic acids and other substance. Exosomes are the key mediators for
regulating inter-cellular communication , mediating various physiological processes such as inflammatory response ,immune response , substance
exchange and clearance. Recent studies demonstrated that exosomes participate in upstream and downstream regulation of macrophages of
different functional phenotypes,and play an important role in the development of cardiovascular diseases. This article reviews the biomedical
function and mechanism of macrophage-related exosomes in the occurrence and development of cardiovascular diseases, providing new targets
and ideas for future diagnosis and therapeutic strategies.
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