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[ ABSTRACT] This paper, from the perspective of small molecule drugs regulating reverse cholesterol transport mecha-
nism, introduces the latest research progress in the role of RCT key proteins in the regulation of cholesterol efflux and lipid
metabolism by small molecule drugs, and explore the role of small molecule drugs with different chemical structures in me-
diating the expression of different drug target proteins in RCT. The purpose of this study is, from a point of view of phar-

macology, to provide a new thinking mode for RCT related research.
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Figure 1. Structural formula of small molecule drugs for regulating reverse cholesterol transport
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Figure 2. Mechanism of reverse cholesterol transport by small molecular drugs
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