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Recent advances revealed that inflammation plays important roles in the
pathogenesis of metabolic syndrome including obesity, diabetes and atherosclerosis. High Density
Lipoprotein (HDL) is a strong inhibitor of atherosclerosis, and the level of HDL inversely well
correlated with the development of atherosclerosis. The molecular mechanisms HDL to modulate
inflammation, particularly in immune cells such as macrophages, remain poorly understood. We identified
that the transcriptional regulator ATF3, as an HDL-inducible target gene in macrophages that
downregulates the expression of Toll-like receptor (TLR)-induced proinflammatory cytokines. The
protective effects of HDL against TLR-induced inflammation were fully dependent on ATF3 in vitro and in
vivo. We have advanced the field by identifying a specific molecular pathway for anti-inflammatory
actions of HDL in macrophages opening up new opportunities for understanding HDL salutary actions and
exploiting therapeutic potential.
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