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Bilatera Adrena Adenomasin the Presence of Primary Aldosteronism
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Introduction: Primary aldosteronism is mainly caused by either unilateral aldosterone-producing adenoma (APA) or bilateral adrenal hyperplasia
(BAH). Bilatera adrend cortical adenomas in the setting of primary aldosteronism are very rare, but possible. Clinical case: A 48-year-old man was
referred to our hospital with hypokaemia and poorly controlled hypertension despite four antihypertensive medications. Physical examination showed
blood pressure of 180/200 mmHg. The serum potassium level was 3.0 mEg/L, arteria blood gas analysis revealed metabolic alkaoss. The Plasmaal-
dosterone concentration (PAC) was 57.62 ng/dL (normal 1.3 to 14.5), and the Plasma renin activity (PRA) was 0.26 ng/mL/hr (normal 0.32 to 1.84)
with a calculated ddosterone to renin ratio was 221.6. Intravenous saline infusion test for confirmation failed to suppress plasma aldosterone level signi
ficantly (pre-infusion PAC: 35.9 ng/dL, post-infusion PAC: 58.5 ng/dL ), consistent with a primary a dosteronism. Abdomen computed tomography (CT)
demonstrated a 1.5cm sized right adrenal mass and a 1.2cm sized left adrenal mass on pre-contrast image. The adrena venous sampling was performed
and revealed the following adrenal vein - inferior vena cava (IVC) ratio of cortisol was greater than 10, right - left adrend vein ratio of adosterone -
cortisol ratio was 5.56, left adrenal vein - IVC ratio of adosterone - cortisol ratio was 0.64. Although the right-sided hyper-functioning mass was sus-
pected in the adrenal vein sampling, we planned to explore both adrenal glands due to discrete masses were existed on both adrend glands on CT. Right
total adrenalectomy and |eft partial adrenalectomy were performed. The pathology confirmed the bilateral adrenal cortical adenomas with marked cyto-
logic atypia and the sections from both sides shared anearly identical appearance. 7 days after surgery, laboratory finding showed the normal basal PAC
of 0.68 ng/dL. Conclusion: In this case, unilateral hyperfunction was suspected in the adrena vein sampling, but bilateral adrenal adenomas was pre-
sented on the CT and then confirmed by pathology. Clinicians should consider the possibility of bilateral adenomasin diagnosis and treatment with pri-
mary adosteronism.
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