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Introduction: Primary hyperaldosteronism (PHA) is the main cause of secondary hypertension, with a prevalence estimated between 6-20% in patients with resistant hypertension. Clinical
suspicion is critical, especially if aldosterone-to-renin ratio (ARR) >25, however the diagnosis is dependent on confirmatory evidence, including aldosterone suppression tests.

Methods: A retrospective study including 44 patients with suspected PHA, identified between 2010 and 2015 at the Endocrinology, Diabetes and Metabolism Department of Coimbra Hospital
and University Centre, Portugal, was performed. Diagnostic criteria and treatment response were evaluated.
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3) Analytical evaluation Medical Surgical
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and Ositive aldosterone SYStO"C BP (mmHg) 140.00 120.00 0.021**
Plasmatic renin pUl/mL 1.6 7-16 supression test Diastolic BP (mmHg) 80.00 80.00 0.953**
Plasmatic aldosterone pg/mL 213.00  40-310 Nr of antihypertensive drugs 100 ~0 00 0 397**
_ 2 patients with ARR < 25
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Median supression test Plasmatic Renin 14.60 17.00 0.462

** p<0.05; Mann Whitney Test

Conclusions: On follow-up at 6 months, it was found a significant overall reduction in the levels of systolic BP and the number of antihypertensive drugs. Surgical treatment produced a more
significant reduction In the levels of systolic BP compared with medical treatment alone and the reduction of serum aldosterone levels was also higher in the group undergoing surgery.
Further studies are needed in order to clarify the ideal cut-off of ARR, as well as the benefits of medical vs surgical treatment.
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