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ABSTRACT

Primary aldosteronism is a syndrome chracterized by hypokalemic alkalosis and hypertension.
Small sized adrenal cortical adenomas have been the major cause of this syndrome in most of the
patients. However, if the adrenal mass is larger than 6cm in diameter and with irregular
consistency, malignancy is more favored. We experienced a patient who had a giant adrenal
adenoma with primary aldosteronism.

A 24-year-old female presented with hypertension, hypokalemia, low plasma renin, and high
plasma aldosterone levels, was found to have a 6 X5.5 X5 cm sized left adrenal tumor by MRI. Her
clinical laboratory feature did not revealed any evidence of Cushing's syndrome or pheochromo-
cytoma. Preoperatively adrenal carcinoma presenting pure adrenal aldosteronism was suspected due
to large size and heterogenous signal character of the adrenal mass in radiologic study. At
operation well encapsulated, round giant adrenal tumor weighing 65gm(4.5X4X4 cm) was
removed. There was no evidence of metastasis with return of adrenal function to normal after
surgery. Benign adrenal adenoma was confirmed by the gross morphology and the histologic
features(J Kor Soc Endocrinol 11:348~354, 1996).
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Table 1. Hormonal profile of Renin and Aldosterone

S-electrolyte Hormone Supine Erect

HD# 2 140/3.0/107/26 Renin 0.04 0.26
Aldosterone 508.27 656.32

HD# 16 142/3.8/110/24 Renin 0.06 0.03
Aldosterone 322.46 309.85

HD# 32(POD#4) 136/4.8/110/23 Renin 0.23 0.65
Aldosterone 19.81 41.42

*Normal range: Renin(ng/ml/hr)
Aldosterone(pg/m1)
**HD: Hospital day

: supine: 0.15~2.33 / erect: 1.31~3.95
: supine: 20~130 / erect: 30~120
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Table 2. 24 hr Urinary hormonal profile

24 Hr Urine hormone

HD#3 HD#12
Epinephrine(iig/day) 6.71 1.64
Norepinephrine(ug/day) 78.97 5.81
VMA(mg/day) 3.88 3.54
Metanephrine(mg/day) 0.28 0.25
Cortisol(ug/day) 18.35
Aldosterone(ng/day) 15.26
17-OHCS(mg/day) 4,00
17-KS(mg/day) 3.70
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gou] YA AMA7AA4 Na 140 mEqg/L, K 3.0 mEq/
L, Cl 107 mEg/L, CO, 26 mEq/L, &2 AJs}stA A
75 8.4 mg/dL, F719) 3.8 mg/dL, 53 75 mg/dL,
HZ 2424 8.5 mg/dL, ZalelEly 0.6 mg/dL, Q14
3.6mgdL, ¥ Za|AHIE 163 mg/dL, EHHA 6.4
g/dL, 4RI 40gdl, £ WalSHl 0.4 mg/dL,
alkaline phosphatase 50 IU/L, AST 111U/L, ALT 16
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A 213.03 pg/mLog 7hAsigicl 24417 AwAA
(Table 2)ol|A] LEAHIE-S 1526 ug/day 2.2 Z715)
2121} 17-OHCS 4.00 mg/day, 17-KS 3.70 mg/dayol]

Fig. 1. The coronal section shows location of mass and
relation with surrounding organs.
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Fig. 2. There was no capsular invasion. tumor weighed
65g and measured 4.5cm in diameter. On cross
section tumor is gray brown homogenous with
central cystic change and myxoid edematous
appearance.
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Fig. 3. A: Peripheral portion composed of anastomo-
sing trabecular pattern with delicate slit-like
vascular channel. B: Central portion shows thin
cell cords with alveolar pattern. There is few
enlarged pleomorphic nucleus with bubbly
cytoplasm(inset).
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