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Anti- and pro-atherosclerotic features of high-density lipoprotein
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It is believed that the estimation of the functions of high-density
lipoprotein (HDL), anti-atherosclerotic lipoprotein, is essential for medical treatment and
prevention of cardiovascular disease. In the present study, we clarified a part of the mechanism of
anti-atherosclerotic functions, such as cholesterol efflux capacity, anti-inflammation, and
antioxidant ability, induced by HDL. In addition, we indicated that the result of cholesterol efflux

capacity given an opposite interpretation was occasionally obtained by using slightly different
conditions in the assay procedure accepted widely. These observations could be important to
standardize the assay methods for the estimation of the functions of HDL.
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