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RAGE and soluble RAGE mediated regulation of obesity and atherosclerosis
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Advanced glycation end-products, AGEs and their receptor, RAGE, has been
implicated in vascular complications in diabetes. In this study, we show that RAGE is
involved in adiposity and atherosclerosis induced by high fat diet in non-diabetic
condition, where RAGE regulated plasma adiponectin take an important role.
Moreover, gene chip analyses of mRNA specifically regulated by RAGE-deficient
adipose tissues reveal that insulin signaling and adipocyte differentiation pathway are
potential targets of RAGE, which could contribute to adiposity and altered
adipocytokine regulation.
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