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277,

e OB E (#30) : The purpose of this research is clarifying the new molecular
mechanism of cardiac hypertrophy. I analyzed the phenotype and the mechanism of cardiac
hypertrophy for STIM1 knockout mouse. The cardiac hypertrophy induced by transverse
aortic constriction (TAC) was significantly inhibited in the STIM1+/— mice. Moreover,
STIM1+/— TAC exhibited significant decrease in fibrosis and significant increase in
survival rate compared with wild-type TAC. In conclusion, these results provide definitive
evidence that STIM1 is crucial for cardiac hypertrophy and fibrosis induced by pressure
overload in adult mice in vivo. This STIM1 signaling is an interesting target for treatment
of cardiac hypertrophy and heart failure.
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