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Arrhythmogenic gap junction remodeling in diseased hearts
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Arrhythmogenic remodeling of myocardial gap junctions was investigated using

a transgenic mouse model with cardiac dysfunction/lethal ventricular arrhythmias, and a rabbit
electrical storm model induced by sustained severe bradycardia. In diseased hearts, connexin43
expression was decreased in the intercalated disc region of ventricular myocytes, which was
associated with a reduction of conduction velocity and an increase in the spatial heterogeneity of
action potential repolarization, leading to increased susceptibility of reentrant ventricular
tachyarrhythmias. In addition, the results suggested that the renin-angiotensin system and
calmodulin/CAMKII are involved in arrhythmogenic gap junction remodeling in diseased hearts.
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