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Functional analysis of a novel protein upregulated drastically in cardiomyocytes
in response to ischemia reperfusion
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I previously reported a novel protein SSKH1, which is drastically
upregulated in cardiomyocytes in response to ischemia reperfusion or reoxygenation after hypoxia. In
this study, various organs in mice were subjected to ischemia reperfusion injury, and in
consequence, the dramatic upregulation of SSKH1 was found to be unique to hearts. Sskhl deficiency
reduced myocardial infarct size after ex vivo or in vivo ischemia/reperfusion injury. However, the
mortality rate after ischemia reperfusion injury was significantly higher in Sskhl knockout mice
compared with wild-type mice. Pulmonary congestion during reperfusion, resulting from low cardiac
output, was more frequently observed in Sskhl knockout mice. These results suggest that SSKH1 does
not protect cardiomyocyte injury but it protects cardiac electrophysiological activity.
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