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B k d R It Figure 2. Plasma Glucose and Insulin Concentrations during an OGTT in
aC g rOU n eSU S Patients with Primary Aldosteronism and Essential Hypertension.
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Figure 2: Time course of plasma glucose (A), and serum insulin (B) over the course of
Normal AId(_)sterone, ng/dL 24+4 the 3-hour OGTT. Data for each time point displayed as mean + SEM. The time course
Renin, (ng/d L)/hOUf 8.3+7.5 of insulin concentrations between the groups were analyzed by two-way ANOVA. *
signifies P<0.05.
Data represented as mean + standard error of the mean.
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Figure 1. Insulin sensitivity and B-cell function in patients with primary aldosteronism and essential hypertension
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