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Elucidation of amelioration mechanisms of metabolic endotoxemia induced insulin resi
stance by valsartan
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In this study, we analyzed the gene expression profile of adipocytes co-cultured w
ith lipopolysaccharide (LPS)-treated macrophages in the presence or absence of the angiotensin receptor 1
blocker valsartan. The genes of which expressions were affected by LPS-treated macrophages but normalized
by co-addition of valsartan. Additionally, we analyzed the in vivo effects of valsartan, using mice consti
tutively infused with LPS. Oral administration of valsartan to LPS-infused mice normalized the increased e
xpressions of inflammatory cytokines in adipose and liver tissues. In light of these data, it is reasonabl
e to consider valsartan to normalize altered gene expression patterns in adipose tissue infiltrated by mac
rophages, and to ameliorate inflammation. These results raise the possibility that valsartan not only cont
ributes to normalization of obesity-related insulin resistance, but is also beneficial for the treatment o
T other diseases with inflammation related to the metabolic syndrome.
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