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Glucose and lipid metabolism characteristics in the male primary aldosteronism patients
Ju Feng ,Qi Jiancheng”
(Department o f Clinical Laboratory ,Jianhu Hospital Af filiated to Nantong University ,Yancheng ,Jiangsu 224700,China)

Abstract: Objective To investigate the characteristics of glucose and lipid metabolism in the male primary aldosteronism(PA)
patients, Methods 125 male PA patients screened out by using plasma aldosterone/renin ratio( ARR) plasma aldosterone concen-
tration measurement were enrolled in the study(PA group) ,at the same time 127 male patients with essential hypertension(EH)
were also recruited as EH group,who had similar blood pressure levels and hypertension course. Clinical data and biochemical indi-
cators of each group were collected and the characteristics of glucose and lipid metabolism in the male PA patients were analyzed.
Results Serum potassium level of PA group was lower than EH group(P<C0. 05). Compared with EH group, there were significant
increase of triglycerides concentration in PA group(P<C0. 05) ,and significant decrease of HDL-C concentration in PA group(P<C
0. 05). Oral glucose tolerance test(OGTT) 2 h glucose level and waist in PA group were higher or larger than that in EH group

(P<C0. 05). Conclusion Compared with EH patients, glucose and lipid metabolism disorder are more severe in male PA patients,

the symptoms are mainly abdominal obesity and impaired glucose tolerance.
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