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Contribution of Vascular NAD(P)H Oxidase to Endothelial
Dysfunction in Heart Failure and the Therapeutic Effects of HMG-
CoA Reductase Inhibitor
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Contribution of Vascular NAD(P)H Oxidase to Endothelial Dysfunction in Heart Failure and
the Therapeutic Effects of HMG-CoA Reductase Inhibitor
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