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Multivariate analysis of predictors affecting successful outcome
after adrenalectomy for primary aldosteronism

Hiroshi Nomoto, Akihiro Takahashi, Yui Shibayama, Shinji Obara, Norio Wada

Department of Diabetology and Endocrinology, Sapporo City General Hospital

Summary

Primary aldosteronism (PA) is caused by aldosterone-producing adenoma or
adrenal hyperplasia followed by aldosterone excess. Although the former is
curable by adrenalectomy, some patients have to continue taking antihyper-
tensive drugs to control their blood pressure. In this study, we aimed to clarify
the predictors for postoperative resolution of hypertension in the PA population.
In this single center retrospective study, 53 patients who underwent unilateral
adrenalectomy due to aldosterone producing adenoma, which did not produce
other adrenal hormones were analyzed. The patients who were completely cured
of hypertension showed higher proportion of women, shorter disease duration of
hypertension and fewer antihypertensive agents than non-cured patients.
Multivariate analysis revealed that the patients who had postoperative remission
of hypertension were significantly more likely to be treated with statins (odds
ratio, 5.48; p<0.05). Although some previous reports also mentioned that the
duration of hypertension, the number of anti-hypertensive drugs and gender
were strongly correlated with the risk of residual hypertension, use of statins has
not been reported. This is the first report that statins may possess potentially
preferable effects on the patients with PA.

Keywords : primary aldosteronism, postoperative outcome, hypertension
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