HDACG6 mediates inflammatory macrophage phenotype through regulation of NFkB nuclear localization
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Figure 1. HDACG6 knockout mice have altered cardiac macrophage
populations during homeostasis. (A.) Representative flow
cytometric gating plots for the analysis of macrophage populations

in the heart. (B.-E.) Quantification of total macrophages and « HDAC6 KO cardiac macrophage

macrophage sub-populations normalized to tissue weight based on Iati differ | b d
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Background Conclusions

« Macrophages perform vital functions
In cardiac healing and remodeling.
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targets of inflammatory gene
expression in macrophages.

« The regulation of macrophage
phenotype and response to
inflammatory stimuli may change
their function in the wounded or
diseased heart.

Figure 2. HDACG6 KO
macrophages show impaired
p65 nuclear translocation. (A.-
B.) Bone marrow-derived
macrophages from WT and
KO mice were cultured and
stimulated with 100nM
phorbol myristate acetate
(PMA), an NFkB agonist, and
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