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The purpose of this study was to investigate the mechanism of
anti-remodeling effect by mtDNA. We generated volume overload model mice in Twinkle helicase
overexpression mice (TW mice) and Tfam overexpression mice (TF mice). TW mice and TF mice increased
mtDNA copy number by different mechanism respectively, furthermore each mice suppressed left
ventricular remodeling and repressed mitochondrial oxidative stress. However, because oxidative
stress were induced in mtDNA, that mtDNA can function as ROS regulatory factor in mitochondria.
Furthermore, it was also identified that pressure overload model mice in TW mice and TF mice led to
reduction in fibrogenesis and suppression of MMP generation.
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