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Stabilizing cardiac ryanodine receptor prevents the development of cardiac
dysfunction and lethal arrhythmia in Ca?'/calmodulin-dependent protein kinase
Il 8¢ transgenic mice
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Stabilizing cardiac ryanodine receptor prevents the development of cardiac dysfunction and lethal arhythmia in
C zxz'r"'czlhno(iLl in-dependent protein kinase I 8¢ transgenic mice
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Stabilizing cardiac ryanodine receptor prevents the development of cardiac dysfunction and lethal arthythmia i
C‘ > ’cubw(luhn—dcpc%cm pmteiﬂ kinase Il 3¢ transgenic mice
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