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WFZERC R OMEBE (330) : So far, cardiac regenerative activity has been believed to be
trivial; however, recent studies have demonstrated that pluripotent stem cells exist in
myocardium. In this study, we addressed the molecular mechanisms of cardiac stem cell
differentiation and examined the cellular dynamics of the cardiac stem cell-derived
endothelial cells in infarct myocardium. And we found that IL-6 family cytokines induce
endothelial differentiation from cardiac stem cells through STAT3/Pim—1 pathway both in
vitro and in vivo.
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