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Research for heart failure by regulating mitochondrial energy
metabolism with p53
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WFFER R O (Fis0) « FLEEE, DRI W TR IIHIA - p53 A3 ik BB & fUf R e C
FHEIN, O TENTH D SCO2 (Synthesis of cytochrome ¢ oxidase 2), TIGAR

(TP53-induced glycolysis and apoptosis regulator)z 41 L T O REMIER L (Cire Heart
Fail 2012), f#FE 230 ( Am J Physiol Heart Circ Physiol. 2010), X b7 7 —Hiflic X %
FEFER ) £T U 7 T k3 2 & (J Mol Cell Cardiol.2012) ZFER L 7=, % 7= p53 < TIGAR
DORBPLIEYTATIE, A= 77 V=D LEFEI ha s RUTORREIZL D | LEHIE
HOLREEANBO DNRNT L ZFEH L, SCO2 K~ T AD~T B~ T ATIL, FERE
(KD OBHIENRD IR o T, T ORERIL, OFEHEIEIC X 287 2 0RO
PAIEICIR DN D,

WFZER R O ZE (923L) : Ischemia or hyperglycemia induced p53 , SCO2 (Synthesis of
cytochrome c oxidase 2) and TIGAR (TP53-induced glycolysis and apoptosis regulator)in the heart .
We demonstrated diabetic condition induced SCO2, which promoted cardiac lipotoxicity (Circ
Heart Fail. 2012). Ischemia induced p53 and TIGAR, which inhibited glycolysis (Am J Physiol
Heart Circ Physiol. 2010) and mitophagy in the myocardium (J Mol Cell Cardiol.2012). We also
found that p53/TIGAR-mediated inhibition of myocyte mitophagy was responsible for ventricular
remodeling after myocardial infarction. (J Mol Cell Cardiol 2012).SCO2 heterozygote mice were
protective against diabetes induced cardiomyopathy. These data indicated that regulating energy
metabolism will be a novel therapeutics for heart failure.
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