(®)
2016 2017

1L-22

The role of IL-22 in myocardial injury after ischemia-reperfusion
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(IRD) in mice.lmmunostaining revealed that phospho-STAT3 positive cardiomyocytes were markedly
higher in IL-22-treated mice compared to PBS-treated mice. Real-time PCR revealed that IL-22

IRI

The aim of this study was to determine whether IL-22 administration could
activate myocardial STAT3 signaling pathway and prevent the myocardial ischemia-reperfusion injury

receptor subunit alpha 1 (IL-22RA1) was expressed in the heart. Next, we examined the effect of
IL-22 on the myocardial infarction after IRI.Evans blue and TTC staining after a 24 h reperfusion

showed a significant reduction in myocardial infarct size in IL-22-treated mice compared to _
PBS-treated mice. TUNEL staining revealed that apoptotic cells were significantly decreased in

IL-22-treated mice compared to PBS-treated mice.Thus, IL-22 treatment directly activates myocardial
STAT3 signaling pathway and prevents the myocardial infarction and apoptosis after IRI.
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