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Advances in studies on new drugs used for treatment of hyperlipidemia
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Abstract: Hyperlipidemia, the risk factor of atherosclerosis, closely related to the coronary heart disease, stroke, and the artery stenosis
disease, is seriously threatening human health. Statins for the exact curative effects, has become the first choice to the most of the
doctors in clinic. However, a large dosage of statins would cause muscle poison and associated increase in the hepatic transaminases,
which is not suitable for all the cardiovascular diseases. In addition, Fibrates and niacin sequestrants would causee discomfort of
gastrointestinal tract and damage of liver and kidney. Therefore, looking for the safe and reliable lipid-lowering drug with remarkable
curative effect has been a project with long-term research for medicinal workers. This article reviewed the studies on new
hypolipidemic drugs in recent years, which could mainly treat the hyperlipidemia (cholesterol, triglyceride, LDL-C, and HDL-L) based
on the papers in the Pubmed.
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