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WFZERC R OB (330) : Erythropoietin (EPO) has been shown to have nonhematopoietic,
tissue—protective effects, 1including suppression of atherosclerosis. However,
prothrombotic effects of EPO hinder its clinical use in non—anemic patients. In the
present study, we examined anti—atherosclerotic effects of an EPO receptor agonist
(EPORA) that does not have adverse effects of EPO using myocardial infarction-prone
Watanabe heritable hyperlipidemic (WHHLMI) rabbits. EPORA demonstrated anti-apoptotic
and anti—inflammatory effects and significantly suppressed the progression of coronary
atherosclerotic lesions in WHHLMI rabbits. Because EPORA has pleiotropic effects just
like statins, it may be a promising candidate for a novel anti—atherosclerotic agent
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