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Nitric Oxide Signaling in Heart Failure
With Preserved Ejection Fraction
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SUMMARY
There has been considerable focus on the potential role of nitric oxide (NO) and phosphodiesterase (PDE)-5 inhibition
in treating heart failure with preserved ejection fraction (HFpEF). However, the results from studies have been
conﬂicting. In a preclinical study, pre-treatment of diabetic rats with a PDE-5 inhibitor, vardenaﬁl, resulted in a signiﬁcant decrease in left ventricle stiffness. However, the results from clinical trials have been neutral. In this
perspective piece, the authors discuss whether or not it is time to move on from targeting NO and PDE5 for the
treatment of HFpEF. (J Am Coll Cardiol Basic Trans Science 2017;2:341–3) © 2017 The Authors. Published by Elsevier on
behalf of the American College of Cardiology Foundation. This is an open access article under the CC BY-NC-ND license
(http://creativecommons.org/licenses/by-nc-nd/4.0/).
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