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[ Abstract ] The long QT syndrome type 8 ,known as Timothy syndrome, is a rare multiorgan dysfunction caused by a CACNA1C muta-
tion that always accompanied by severe phenotypes and early fatality. To date,several therapies including beta-adrenergic receptor blockers,
pacemakers , implantable cardioverter defibrillator and left cervicothoracic sympathectomy are used for these patients,but no data concerning
their effectiveness are available.
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