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Cardiovascular regulation of ethanol by the new mediator, inducible
endothelium-dependent hyperpolarizing factor
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The inducible endothelium-dependent hyperpolarizing factor (iEDHF) pathway
causes vasorelaxation and maintains circulatory homeostasis in the organs. Although small to
moderate amount of ethanol cause vasorelaxation, the involvement of the iEDHF pathway in this
process is unknown. Therefore, we studied the effect of 1EDHF in acetylcholine (Ach)-induced
relaxation in the superior mesenteric artery of rats chronically fed ethanol. Ach-induced relaxation

was significantly greater in the EtOH than the control groups. However, it was prevented by 1EDHF
inhibitors. 15-L0 and sSEH protein expression levels were higher in the EtOH than the L-Control
group. The increase in Ach-induced relaxation by chronic ethanol consumption was mediated by the
iEDHF pathway. This mechanism may compensate for the blood pressure elevation induced by ethanol.
This study suggests that IEDHF is induced during proper drinking and may help prevent the onset of
cardiovascular conditions.
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