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The targeting of Ca®* cycling has emerged as a potential therapy for the treatment of severe heart
failure. Here, we developed a novel heart-failure-inducible gene transfer system that inhibits PP1f by
adeno-associated virus vector 9 (AAV9)-mediated shRNA. AAV9 mediated gene transfer mitigated
progressive left ventricular remodeling and ameliorated heart failure progression in muscle LIM
proteindeficient (MLPKO) mice cardiomyopathy. Heart failure inducible gene therapy system provides

new potential as a strategy of treatment of severe heart failure and intractable fetal arrhythmia.
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