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Cholesterol ester transfer protein inhibitor Anacetrapib

XIAO Gui-zhi, HE Xing, TIAN Hong, CHEN Chang-qing

Centre of Pharmaceutical Information, Tianjin Institute of Pharmaceutical Research, Tianjin 300193, China

Abstract: Subnormal plasma levels of high-density lipoprotein cholesterol (HDL-C) constitute a major cardiovascular risk factor.
Raising low HDL-C levels may therefore reduce the residual cardiovascular risk that frequently presents in dyslipidaemic subjects. The
activity of Cholesteryl ester transfer protein (CETP) is levated in the dyslipidaemias of metabolic disease involving insulin resistance,
hypertriglyceridaemia, and leads premature atherosclerosis and high cardiovascular risk. CETP inhibition therefore is regarded as a
potential target for elevation of HDL-C and reduction in atherosclerosis. Treatment with Anacetrapib that a CETP inhibitor had strong
effects on low-density lipoprotein (LDL) and HDL-C, according to recent study. Further studies of Anacetrapib, specifically in
long-term, large-scale outcome trials, will provide essential information on its safety and efficacy in reducing residual cardiovascular

risk.
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