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Elucidation of regulatory mechanisms of mitochondria regulation by ERAD in
failing heart and its therapeutic application.
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In failing heart after myocardial infarction, HERPUD1 protein levels were
increased. HERPUD1 was also increased in cardiomyocytes treated with H202. Homozygous HERPUD1
knockout mice exacerbated cardiac dysfunction after myocardial infarction. Overexpression of HERPUD1

by adenovirus ameliorated mitochondria dysfunction and cell death in cardiomyocytes treated with
H202. HERPUD1 may have a protective role in failing heart after myocardial infarction by attenuating
mitochondria dysfunction and cardiomyocytes death.
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Downregulation of HERPUD1 exacerbates oxidative stress-induced mitochondrial dysfunction and cardiomyocyte death
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