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[ Abstract ] JP2 is an important component of the myocardial cell junction membrane complex. It not only acts as a connexin, but also
participates in the regulation of the activity of various ion channels. Recent studies have found that JP2 protein plays an important role in a
variety of cardiovascular diseases. Overexpression JP2 can maintain the stability of the spatial distribution of T tube, improve the heart

function of patients with heart failure, and JP2 is a susceptibility gene for a variety of primary cardiomyopathy and arrhythmias. Therefore,

JP2 can be considered as a potentially essential therapeutic factor for cardiovascular diseases.
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