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Healing following myocardial infarction matters
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Monocyte/macrophage heterogeneity
In myocardial infarction
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Monocytes/macrophages In
atherosclerosis
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Is there a window of therapeutic opportunity
to Intervene on inflammation post MI?
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White blood cell count associates with in-hospital

mortality in infarct patients (n = 115,000)
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The spleen Is a reservoir for monocytes after Ml

Organization Expression profile Behavioral activity
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Ml enhances protease activity in plague
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Ml enhances monocyte/macrophage

numbers In plaque
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M|l enhances atherosclerosis
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BE-FDG uptake increases in atheroma, bone
marrow, and spleen during acute Ml
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Danger signals: IL-13
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Anti IL-18 therapy modulates hematopoiesis
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Anti IL-1B therapy mutes

Inflammatory leukocytes during

myocardial infarction
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Anti IL-1B therapy improves LV function

post MI
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