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[ Abstract ]
hyperaldosteronism (IHA ) after taking spironolactone. Methods

Objective  To investigate the changes of islet B cell function in patients with idiopathic
Eighty patients with IHA from 2000 to
2014 were investigated. They were divided into spironolactone group (52 cases) and non spironolactone
group (28 cases) according to whether taking spironolactone or not. After following-up for 28 months, the
homeostasis model assessment-insulin resistance index (HOMA-IR) and related factors were compared and
analyzed before and after treatment. Results
patients was improved from (3.13 £ 0.69 ) mmol/L to (4.25 + 0.60) mmol/L. (P = 0.000), and
aldosterone-to-renin ratio was decreased from 64 (16,189) to 12(7,27) (P <0.05). Patients treated with

60-80 mg spironolactone had a better B cell function compared with those treated with 20 mg spironolactone.

After treated by spironolactone, the potassemia of IHA

The change of HOMA-IR after treated by spironolactone was positively correlated with orthostatic aldosterone
(r = 0.020, P= 0.050). Conclusion

hyperaldosteronism, medium dose of spironolactone is efficient in stabilizing insulin resistance.

In patients with IHA, insulin resistance is related to
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