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WFZERROMBE (3530 : In the present study, we used rabbit’ sandhuman’ s samples for evaluating
HDL quality. In basic study, we used the myocardial infarction—prone Watanabe heritable
hyperlipidemic (WHHL-MI) rabbits which develop atherosclerotic lesion by month and control
Japanese white (JW) rabbits which are healthy control. We evaluated the quantitative or qualitative
alteration of HDL in the same individual rabbit. Paraoxonase activity assay, as an antioxidant
property of HDL, and cholesterol efflux capacity assay were performed for evaluating HDL quality.
There were no differences in HDL quality between 2 rabbit models. HDL qualitative evaluation was
performed using the dyslipidemia patients’ serum before and after statin treatment. Statin
increased HDL-C levels, and the cholesterol efflux capacity and antioxidant potential of increased
HDL were maintained. As mentioned above, both HDL quantities and qualities analysis would be
important for evaluating the risk of atherosclerosis.
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