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WP SR OBEEL (33L) @ We first identified that dendritic cell(DC) infiltrates into the
infarcted heart from the bone marrow. Conditional ablation of bone marrow—derived DC
resulted in deteriorated left ventricular function and remodeling through augmented
infiltration of proinflammatory monocytes/macrophages and, conversely, impaired
recruitment of anti-inflammatory monocytes/macrophages in the infarcted myocardium.
These results suggest that DC is a potent immunoprotective regulator during the
postinfarction healing process, via controlling monocyte/macrophage homeostasis.
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