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JAK/STAT3/S0CS3

Pathophysiology of sudden death after myocardial infarction Exploring the
JAK/STAT3/S0CS3 pathway in noncardiac myocytes
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Smooth muscle cell-specific SOCS3-deficient mice were used for histological
and molecular evaluation during acute myocardial ischemia. The results showed that although there
was no significant difference in mortality at 2 weeks after myocardial infarction (Ml), there were
more deaths other than cardiac rupture in KOs compared to WTs. Fatal arrhythmias were identified as
a cause, but no significant difference was found. Echocardiography showed a reduction in left
ventricular diameter enlargement in KO compared to WT at 2 weeks post-MI, but this difference was
not statistically significant.
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