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Plasma Adiponectin Level and Insulin Sensitivity Improve after Angiotensin IT Receptor Antagonist Treatment

in Patients with Impaired Glucose Tolerance
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Adiponectin is an adipocyte-derived hormone that ameliorates insulin resistance and prevents diabetes mel-
litus (DM). Since the prevalence of DM has increased explosively in recent years in Japan, prevention of DM de-
velopment is especially important in terms of preventing its complications. Impaired glucose tolerance (IGT) is
considered to be a pre-diabetic stage, and patients with IGT are at high risk of developing diabetes. Several ran-
domized controlled clinical trials have shown that angiotensin receptor blockers (ARB) prevent or delay the pro-
gression of IGT to DM, as well as prevent cardiac and renal events. Apart from RAS blockade, increasing plasma
adiponectin concentration has recently been proposed to be a new mechanism by which ARB improves insulin
sensitivity. Since diabetes and hypertension are commonly associated with insulin resistance as an underlying
cause, the importance of ARB therapy in targeting adiponectin has to be recognized in patients with IGT.
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Figure Percent changes in (a) plasma high molecular weight (HMW) adiponectin concen-
tration and (b) HOMA-R index before -and 3 months after the treatment with losartan or

Ca channel blocker (CCB)3
Values are expressed as mean = SD.
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