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GHAERE BAYINFIE (cardiac myosin inhibitors, CMI)
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&R EARENAR- O AAZ ZE AT (Percutaneous transluminal septal myocardial ablation)
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PIONEER-HCM Cohort B 2-5mg 10 123 Cuogg,%’;)#%% L
5 HARR RGBS i i S5 -

PIONEER-OLE

EXPLORER-HCM 2.5-15mg
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100 323 HE A0 E FRE O LE IR
filrzR Ll
IEAES TR
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i FEERERE B L KIS R IR TR
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Hypertrophy cardiomyopathy (HCM) is a genetic associated cardiac disease with a prevalence rate of 0.2% in
the general population. Men are more common than women. Pathophysiologic presentations of this disorder include
hyperdynamic systolic contraction, myocardial ischemia, arrhythmia, and heart failure. Most of HCM patients are
asymptomatic, only present symptoms when the patients have high pressure gradient of the left ventricular outflow
tract (LVOT), which was featured in hypertrophic obstructive cardiomyopathy. Current diagnostic modalities include
echocardiography, magnetic resonance imaging and genetic test. Pharmacologic therapy, including beta-adrenergic-
blocking agents, non-DHP calcium channel blockers and disopyramide is the first step to relieve symptoms. Mava-
camten, an ATPase inhibitor can reduce LVOT obstruction, improve exercise capacity, and decrease New York Heart
Association functional class in patients with obstructive hypertrophic cardiomyopathy in a phase 3 trial. Aficamten,
another ATPase inhibitor, is on the way to prove its safety and efficacy. When patients have a poor response to medi-
cation, they can be treated by invasive procedures such as surgical septal myectomy or percutaneous transluminal
septal myocardial ablation (PTSMA). Although there was an absence of evidence to prove which procedure is better,
PTSMA has a higher rate of atrial-ventricular block and recurrence. The current guideline suggests patients having
symptoms in pharmacological therapy or contraindicated to surgical septal myectomy, should consider PTSMA as
the treatment.
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