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Vericiguat in Treatment of Heart Failure
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[ Abstract] More than 60 million patients worldwide are surferred from chronic heart failure. Although drug research on heart failure

patients has made a major breakthrough, the risk of death and hospitalization of heart failure patients with reduced ejection fraction is still

high. In patients with heart failure,the activity of NO-sGC-cGMP pathway decreases, which does damage to the heart and blood vessels. The

new drug called vericiguat directly stimulates sGC and repairs the NO-sGC-cGMP pathway to protect the heart and improve the symptoms and

prognosis of patients with heart failure. Now, this article reviews the mechanism and current application status of vericiguat.
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