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The functional role of mitochondria innermembrane fusion inhibitor in heart
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In cardiomyocytes, mitochondria play central roles in metabolism, energy
production and cell death. Mitochondria maintain its homeostasis through continuous fusion and fission
process. Mitochondrial inner-membrane fusion inhibitor (MIFI) regulates mitochondrial morphology via
inhibiting inner-membrane fusion. Since the expression of MIFI is predominant in heart and decreased
after myocardial infarction or pressure overload, we generated transgenic mice with cardiac specific
overexpression of MIFI (MIFI—TGg to assess functional roles in cardiac pathophysiology. Overexpression of
MIFI were confirmed by enhanced protein expression in heart and transgenic mice were obtained according
to Mendelian’ s law. While no overt cardiac phenotype was observed under physiological condition, MIFI-TG
displayed accelerated cardiac hypertrophy and dysfunction, suggesting mitochondrial morphological changes
caused by MIFI are detrimental after stress stimulation in heart.
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