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Abstract

The number of heart failure patients in our country is predicted to rise rapidly due to lifestyle conditions
such as aging, hypertension, and diabetes, resulting in a “heart failure pandemic.” Heart failure is classi-
fied based on left ventricular ejection fraction (LVEF): heart failure with reduced ejection fraction
(HFrEF) and heart failure with preserved ejection fraction (HFpEF). Recent advances in new drug thera-
pies have led to the development of four drugs, known as the “Fantastic Four,” which are primarily used
to treat HFrEF. Early and appropriate use of these drugs is expected to improve survival and reduce hospi-
talization for HFrEF. However, despite these improvements, the therapeutic effect of these drugs is still lim-
ited. Therefore, the development of new therapeutic targets is required to further improve treatment out-
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comes for heart failure. This article describes the currently used pharmacological treatments for heart fail-

ure and addresses the expected targets for future heart failure drugs. It also discusses the potential of a novel

target for heart failure, the reactive oxygen species-producing enzyme NOX1/NADPH oxidase, which is cur-

rently under study.
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