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EDITORIAL COMMENT

Heart Failure With Preserved
Ejection Fraction in Women
New Clues to Causes and Treatment*
Matthias Barton, MD,a,b Matthias R. Meyer, MDa,c
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Heart failure is a clinical syndrome with a high
prevalence and high mortality (5). Heart failure with
preserved ejection fraction (HFpEF) results from
abnormal left ventricular diastolic function caused by

*Editorials published in JACC: Basic to Translational Science reﬂect the
views of the authors and do not necessarily represent the views of JACC:
Basic to Translational Science or the American College of Cardiology.
From the aUniversity of Zürich, Zürich, Switzerland; bAndreas Grüntzig

multiple factors causing coronary microvascular
dysfunction and subsequent development of cardiomyocyte hypertrophy and myocardial ﬁbrosis;
predisposing factors include arterial hypertension,

Foundation, Zürich, Switzerland; and the cDivision of Cardiology, Triemli

diabetes, obesity, and aging (5). HFpEF is now the most

City Hospital, Zürich, Switzerland. This work was supported by the Swiss

common form of heart failure and a condition pre-

National Science Foundation (Nr. 108 258 and 102 544 to Dr. Barton and

dominantly of post-menopausal women (5). It is

Nr. 135 874 and 141 501 to Dr. Meyer). Dr. Barton has served on the Diabetic CKD Advisory Board and the Steering Committee of the SONAR trial

largely absent in pre-menopausal women but its

conducted by AbbVie, Inc; and has been a consultant for AbbVie Inc.

prevalence rises after menopause, which indicates a

The authors attest they are in compliance with human studies commit-

protective role of endogenous estrogen (5).

tees and animal welfare regulations of the authors’ institutions and Food
and Drug Administration guidelines, including patient consent where
appropriate. For more information, visit the JACC: Basic to Translational
Science author instructions page.

ISSN 2452-302X

Drugs that stimulate cGMP production by directly
activating sGC, as well as PDE5 inhibitors (6) that
interfere with the breakdown of cGMP, are being
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