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Summary The incidence of obstructive sleep apnea(OSA) is higher in patients with hypertrophic cardiomy-
opathy(HCM). Hypertrophic obstructive cardiomyopathy (HOCM) accounts for about 2/3 of HCM patients.
OSA can increase left ventricular hypertrophy and aggravate left ventricular outflow tract obstruction in HCM pa-

tients through a variety of mechanisms. This article reviews the clinical characteristics and recent research pro-
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gress of in HOCM patients with OSA.
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