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Analysis of the mechanism in Nodl ligand induced coronary arteritis
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We found that CD1lc(+)MHC class 11(+) cells accumulated in the heart of

FK565-treated mice before arteritis development. Morphological features and gene expression
si?natures of the cardiac CD1lc(+)MHC class 11(+) cells suggested that this ﬁopulation is closely
related to macrophages, and thus, we designated them cardiac CD1lc(+) macrophages. Nodl in
nonhematopoietic cells was required for the increase of cardiac CD1llc(+) macrophages and arteritis
development. Among them, cardiac endothelial cells produced a large amount of chemokines in response
to FK565. Endothelial cell-specific blockade of Nodl signaling suppressed FK565-induced expression
of these chemokines, accumulation of cardiac CDllc(+) macrophages, and subsequent coronary arteritis
development.

These rgsults suggest that cardiac CD1lc(+) macrophages play a pivotal role in the pathogenesis of
acute coronary arteritis.
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