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Abstract

Dyslipidemia is recognized by the world medical community as the “culprit” that causes atheros-
clerosis and various cardiovascular and cerebrovascular diseases. Current clinical drugs for the
treatment of dyslipidemia include statins, fibrates, nicotinic acid, and bile acid sequestrants. In
recent years, with the discovery of some new targets for cholesterol metabolism, many drugs with
new mechanisms have also been developed for clinical trials or marketing. This article will intro-
duce the recent advances in the application of novel lipid regulating drugs.
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