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Elucidation of the mechanism of cardiac hypertrophy suppression by Mtusl gene
and its clinical application
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In this study, we investigated the regulation of MtuslA expression, a
suppressor of cardiac hypertrophy, and found that MtuslA is expressed specifically in cardiomyocytes
and localized in mitochondria. Importin 7 was identified as a binding protein for MtuslA,
suggesting that MtuslA binds to Importin 7 in mitochondria and inhibits nuclear transport of
phosphorylated ERK, thereby suppressing cardiac hypertrophy. Furthermore, we tried to identify the
transcription factor of Mtusl but could not. Genomic analysis of patients with severe heart failure
and national and international databases were used to identify genetic mutations in Mtusl, but
mutations involved in the pathogenesis of heart failure could not be identified.
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Alternative splicing of Mtusl mRNA affects cardiac hypertrophy and heart failure
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