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W R S oM (95 3C) : Systemic administration of high—dose recombinant human
erythropoietin (rhEPO) is known to attenuate ischemic injury. However, high—dose rhEPO
might aggravate ischemic lesions by increasing blood viscosity because of its
erythropoietic effects. Asialoerythropoietin (asialoEP0), an EPO derivative with an
extremely short plasma half-1ife, has considerably lesser erythropoietic effect than that
of naive EPO. We attempted to determine whether asialoEPO exerts the same neuroprotective
effect as naive EPO in a gerbil transient forebrain ischemia model, and resulting multiple
dosing of asialoEPO, like EPO, could protect the hippocampal CAl neurons from ischemic
damage without affecting erythropoiesis. This data suggested that asialoEPO would be
novel neuro—protective agent in the future.
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Protocol of the study
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Ischemic insult

Bilateral carotid artery occlusion for 3 minutes
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