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The roles of macrophages in cardiac remodeling
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Excessive fibrosis develops in pressure-overloaded heart, leading to the
occurrence of heart failure. During fibrogenesis, macrophages or other inflammatory cells are
recruited to the heart. However, the roles of these inflammatory cells in cardiac fibrosis are not
fully elucidated. In this study, we studied the molecular processes of cardiac remodeling by
focusing on the roles of cardiac macrophages.

We analyzed the expression of inflammatory cytokines, and identified several cytokines were highly
expressed in cardiac macrophages. We next tested the roles of these cytokines and identified the
cytokines those suppressed fibroblast activation in vitro. These cytokines may have a potential to
suppress cardiac fibrosis in vivo. Elucidation the link between cardiac macrophages and fibroblast
will give us further insights in the molecular processes of cardiac remodeling.
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