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[ ABSTRACT]
transporter Al (ABCAL) is the key protein to regulate high density lipoprotein ( HDL) metabolism and function. It has

Cholesterol Efflux;
MicroRNA (miRNA) have the fine-tune effect to many biological processes, while ATP binding cassette

ATP Binding Cassette Transporter Al ; High Density Lipoprotein

been found that a variety of miRNA can inhibit the expression of ABCAL, thereby inhibit the cholesterol efflux, decrease the
serum HDL levels.  Silencing or inhibiting miRNA expression can not suppress the cholesterol efflux, neither the serum HDL
levels changed.  Currently people make a lot of studies on miRNA regulating ABCA1 expression, so it is expected to bring e-

volutions to the treatment technology, and has broad prospects in the field of lipid-regulation and anti-atherosclerosis.
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