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Regulating mechanism of mitochondrial function by Nox4 in cardiac remodeling

Shouji, Matsushima
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Cardiomyocyte hypertrophy, interstitial fibrosis, and apoptosis in the
non-infarct region of the hearts in mice after myocardial infarction (Ml) were increased, which
accompanied by a decreae in size of mitochondria and an incrase in number of mitochondria. Protein level
of mitofusin 1 was tended to be incrased in non-infarct region of MI mouse hearts compared to
sham-operated mouse hearts. In addition, phosphorylation of Drp-1, inhibitory form of Drp-1, was
increased in non-infarct region of MI mouse hearts.
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Sham MI
Echocardiographic data n=5 n=15
HR(bpm) 497x11 5178
LV EDD(mm) 3.1%£02 5.4%0.2%
LV ESD(mm) 1.8%0.1 48%0.2%
Fractional shortning(%) 434+14 123£20
Anterior wall thickness(mm) 0.81£0.01 0.34£0.04*
Posterior wall thickness(mm) 0.77+0.02 0.85+0.03*
/ / Ml
sham
*P<0.05
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Sham MI
Organ weights n=> n=15
B.W.(g) 24.7+0.3 26.7+04*
AB.W.(g) 2.1+03 3.0£0.2
HW(ng) 115.1%+3.9 159.5+5.6*
HW/BW(mng/g) 4.7+0.1 59=%0.1*
LVW(ng) 79.7+£3.6 102.34+2.2%*
LVW/BW(ing/g) 3.2+0.1 3.8%0.1*
Lung(mg) 1451494 164.7%£93
Lung/BW(mg/g) 59403 6.1+0.2
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