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Abstract

Atherosclerotic cardiovascular disease (ASCVD) is one of the most harmful diseases in the world. The increase of low-density
lipoprotein cholesterol (LDL-C) is one of the most important risk factors of ASCVD, and is also the primary target of lipid-lowering
intervention recommended by the Chinese Guidelines for Lipid Management. Statins are the preferred drugs for reducing LDL-C, but
their lipid-lowering effects are not completely satisfactory and may cause adverse reactions such as muscle pain. In order to achieve
LDL-C goals faster and safer, researchers have developed various lipid-lowering drugs targeting different targets. The paper reviews
the effectiveness and safety of some non statin drugs in reducing LDL-C.
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