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Summary Mavacamten is an allosteric inhibitor of sarcomeric myosins identified in a small-molecule screen-
ing of potential drugs for the treatment of human hypertrophic cardiomyopathy (HCM). Mavacamten reversibly
inhibits the binding of myosin to actin, inhibits sarcomere force, and reduces myocardial hypercontractility. Clini-
cal trials have further demonstrated that Mavacamten can reduce the left ventricular outflow tract (LOVT) pres-

sure and alleviate the clinical symptoms of HCM. This paper reviews the mechanism of action, clinical applica-

tion, and prospect of Mavacamten.
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New progress in the study of heart failure with preserved ejection fraction
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Summary Patients with heart failure with preserved ejection fraction(HFpEF) usually have a variety of co-
morbidities, including hypertension, diabetes. and obesity. With the aging of the population, the proportion of
HFpEF in the whole heart failure patients is increasing year by year. Due to the lack of evidence-based medical
therapy support and the diversity of HFpEF's functional and structural impairments, the incidence of non-cardio-
vascular death in HFpEF is relatively higher than that of heart failure with reduced ejection fraction (HFrEF).
Therefore. finding new treatments for HFpEF has become a hot spot in the current heart failure research field. In

recent years. several studies have achieved new progress. This review summarized the pathophysiological mecha-

nism, diagnosis, and latest drug therapies of HFpEF.
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