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INTRODUCTION AND OBJECTIVES

Primary Aldosteronism (PA) is the most prevalent cause of secondary hypertension. In Portugal there is no multicentre study characterizing PA patients.
The aim of this study was to characterize the diagnostic workup, treatment and follow-up of patients with confirmed PA.

METHODS

The adrenal tumour study group of the Portuguese Society of Endocrinology undertook the first retrospective multicentre study of PA patients. The inclusion
criteria were a positive aldosterone/renin ratio and a positive confirmatory test. Data was gathered from 9 Portuguese Endocrinology centres. The data was
analysed with SPSS 21°.
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