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Role of non-cardiomyocytes in myocardial protection against ischemia ~ the
perspective of STAT3 signal regulation ~
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The purpose of this study is to clarify the role of smooth muscle cell SOCS3
in the pathology of remodeling after myocardial infarction (MI). The smooth muscle cell-specific
S0CS3-deficient mouse (SOCS3-smKO mouse) had a higher mortality rate within 24 hours after MI
compared with the wild-type mouse (WT mouse), and was accompanied by the transition from ventricular
tachycardia to ventricular fibrillation after MI. Sudden death was observed. On the other hand, in
SOCS3-smKO mice, cardiac rupture which occurred in 30% of WT mice was not observed. In addition,
cell infiltration and fibrosis in the infarct layer and hypertrophy of the infarct layer were
enhanced in SOCS3-smKO mice. These results suggest that smooth muscle cell SOCS3 may be involved in

post-MI remodeling and have an important role in the development of lethal arrhythmias and cardiac
rupture.
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