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Clinical characteristics and prognosis of different subtypes of hypertrophic cardiomyopathy
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[ Abstract] Objective: To investigate the impact of different sites of myocardial

hypertrophy on clinical features and prognosis in patients with hypertrophic cardiomyopathy
(HCM) and coronary artery disease (CAD). Methods: A total of 124 patients with HCM were
recruited in Changzhou Second People's Hospital from April 2013 to December 2020. Among
them, 62 cases had combined CAD (HCM+CAD group), and 62 cases had HCM only (control
group). Patients in HCM+CAD group were further stratified according to the site of myocardial
hypertrophy (apical, ventricular septal, and other regional wall). All-cause mortality and adverse
cardiovascular events during clinical follow-up were recorded. Results: Number of syncope
was higher in HCM+CAD patients with ventricular septal hypertrophy than that in those with
apical hypertrophy and in control group (all P<<0.05). Systolic blood pressure was more elevated
in HCM+CAD patients with ventricular septal hypertrophy compared with control group
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(P<<0.05). Echocardiographic examination revealed that HCM+ CAD patients with ventricular
septal hypertrophy experienced largest ventricular septal thickness, whereas those in the control
group had lowest septal thickness (P<<0.05). Compared with control group, left atrial diameter was
greater in HCM+CAD patients with ventricular septal or apical hypertrophy (all P<<0.05). The
proportion of left main and left anterior descending artery disease was higher in control group and
HCM+CAD patients with ventricular septal or other regional wall hypertrophy than that in HCM+
CAD patients with apical hypertrophy (P<<0.05). The incidence of significant CAD (defined as >
75% luminal diameter stenosis) was higher in HCM+CAD patients with ventricular septal
hypertrophy compared to those with apical hypertrophy and control patients (P<<0.05), resulting in
a higher rate of percutaneous coronary intervention in HCM+ CAD patients with ventricular septal
hypertrophy (P<<0.05). Conclusion: HCM with ventricular septal hypertrophy may confer an
increased risk of severe CAD and poor long-term prognosis.

[Key words]  Hypertrophic cardiomyopathy; Coronary heart disease; Clinical features;

prognosis
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