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Catecholaminergic polymorphic ventricular tachycardia (CPVT) is an inherited
disorder characterized by adrenergically mediated ventricular tachyarrhythmias
which cause syncope and sudden death without structural heart diseases. We
generated disease-specific iPS cells from a patient associated with CPVT. The
differentiated cardiomyocytes had an increased susceptibility to
catecholamine-induced calcium waves. Our results suggest that the differentiated
myocytes from the patient could be a useful model of CPVT enabling us to investigate
the disease causing mechanisms and develop new therapies.
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