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[Abstract]  Objective: To compare the characteristics of glucolipid metabolism between patients
with primary aldosteronism (PA) and those with essential hypertension (EH). Methods: We recruited
431 cases diagnosed as primary aldosteronism, 256 patients having adrenal venous sampling (AVS).
According to the results of AVS, all subjects were divided into two groups: 147 patients with lateralized
primary aldosteronism (LLPA) and 109 patients with nonlateralized primary aldosteronism (NLPA). A
total of 200 matched patients with essential hypertension were used as controls. The clinical data of
patients in each group were collected. calculated for the prevalence of PA. and compared in the glucolipid
metabolism characteristics.  Results: (1) The prevalence of PA was 10. 54% (431/4100); (2) Body
mass index (BMI) and waistline in PA group was higher than those in EH group; (3) Triglycerides
levels in LPA was higher than in NLPA and EH. and high-density lipoprotein in NLPA group was lower
than in EH; (4) Post-prandial serum glucose and insulin levels, and insulin resistance index were higher
in PA than in EH group, and those in NLPA was higher than in LPA group within PA group; (5) BMI
can increase the risk of LPA group (OR=2.24, P=0.024); (6) Triglycerides levels was significantly
positively correlated with urine aldosterone, BMI was positively correlated with sitting aldosteronism
levels, post-prandial serum insulin levels and insulin resistance index were significantly positively

correlated with serum aldosterone and urine aldosterone levels.  Conclusion: Abnormalities of glucolipid
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metabolism in PA group are severe (especially LPA was more severe than NLPA in lipid metabolism and

NLPA was more severe compared with LPA in glucose metabolism) than those in EH group.
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