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[ ABSTRACT]

formation of targeted foam cells plays an important role in the treatment and prevention of atherosclerosis.

microRNA;  foam cells; atherosclerosis

The formation and accumulation of foam cells is a sign of atherosclerosis.  Studies have found that the
Studies on ath-
erosclerosis-related microRNA (miRNA) have shown that miRNA can directly target the expression of proteins related to
cholesterol metabolism and regulate the formation of foam cells.  In recent years, studies on circulating miRNA have found
that some circulating miRNA are expected to become new targets for inhibiting the formation of foam cells.  This article re-
views the effects of miRNA on various stages of foam cell formation, and discusses the potential role of circulating miRNA

in foam cell formation.
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Figure 1. miRNA regulate cholesterol metabolism
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Table 1. miRNA and its cholesterol metabolism related proteins

miRNA EILE S AV ) BEEL JHE ] A o SR
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