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Elucidation of the anti-atherogenic mechanism of adiponectin
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Adiponectin exhibits anti-atherogenic properties, but the underlying
mechanisms are not well understood. To determine how adiponectin exerts its anti-atherogenic action
and how pro-atherogenic conditions affect adiponectin action, we studied the interactions of
adiponectin and oxidized low-density lipoprotein (oxLDL). Adiponectin selectively bound oxLDL and
inhibited oxLDL uptake into endothelial cells and macrophages. Adiponectin also suppressed
oxLDL-induced cellular responses. Thus, we propose that the direct inhibitory action of adiponectin
against atherogenic LDL might be crucial for the anti-atherogenic property of adiponectin.
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