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MR OMEEE (330) : We investigated the effects of Interluekin-11 (IL-11) on preventing
cardiac remodeling following myocardial infarction (MI). As results, IL-11 prevented
cardiac remodeling through STAT3 pathway following MI. The results of this study will
propose the possibility of IL-11 as a novel cytokine therapy to prevent heart failure.
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Fig. 1. IL-11 activated STAT3 in cardiacmyocytes.
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Fig. 2. IL-11 attenuated the cardiac fibrosis.
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Fig. 3. IL-11 suppressed cardiomyocyte apoptosis
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Fig. 4. IL-11 increased Bcl-2 in cardiomyocyte.
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