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ABSTRACT

Primary aldosteronism is due to either a unilateral adrenal adenoma or bilateral hyperplasia of the adrenal

cortex in most cases. A unilateral adrenalectomy in hypertensive and hypokalemic patients, with a

well-documented adrenal adenoma, is usually followed by the correction of hypokalemia in all subjects, with

the cure of hypertension in 60 to 87% of patients. Here, a unique case, in which a unilateral adrenalectomy

for the removal of an adrenal adenoma was followed by severe hyperkalemia, low levels of plasma renin

activity and serum aldosterone, suggestive of chronic suppression of the renin-aldosterone axis, is reported. In

a follow-up Lasix stimulation test on the 70th day after surgery, the suppression of the renin-aldosterone axis

was resolved, indicating the suppression was transient. Patients undergoing a unilateral adrenalectomy for an

aldosterone-producing adenoma should be closely followed up to avoid severe hyperkalemia (J' Kor Soc

Endocrinol 20:502~506, 2005).
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Unconfirmed report

Fig. 1. EKG finding showing hypokalkemic U-wave (The black arrows in V2, V3).
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Fig. 2-A. Enhanced (A) and Post-enhanced (B) abdominal CT finding showing a right adrenal mass (the

black arrow).

B. The two CT films shows a moderately enhanced mass on right adrenal gland. Its size is about

1x1 cm and the nature is homogenous.

2004=05155Patl
ATHOLOGY

Fig. 3-A. Gross finding of adrenal adenoma which is circ-
ular shaped and golden yellow colored. The well-
marginated circular mass is about lcm in diam-
eter and contains much lipid. Around the adeno-
ma there is perirenal fat tissue.

2 ZolA, % ¥ 40Y#E] mineralocorticoid A|A|2]
Fludrocortisone 0.1 mg/day-& FoI8}913L, 75 3 2714
o= ¥4 K 4.5mmol/L, ¥k Hgleks B84 gx
155/105 mmHg 5 H3ick 3kAke] "slo] £ olf+= 7%
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dgto] U] uliwell €t ATt STRIIAY A
Bl kA wdsto] glodwd ZAog Aztelgick 7 £ 70
Y A AJeY&t Lasix stimulation test “gollA] B @l 24
E+= 71AA] 1.6 ng/mLjhr, 24|17 % 5.6 ng/mL/hr 2 44
o FSg Mgl WA HESHIRE A4 180 pgim, 2
Al % 315 pg/mL 2 el 7P HkeE Hol 7w ¥

Fig. 3-B. Microscopic finding of adrenal adenoma which
shows lipid-abundant clear cells and giant cells.
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Lasix stimulation test $-o1] 2|2 7]#|X]2x} aldosterone
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Table 1. Results of Lasix stimulation tests before and after operation in the patient.

Preop. Posop. 7" day Postop. 70" day
Basal Stimulation Basal Basal Stimulation
PRA (ng/mL/hr) 0.33 0.64 0.4 1.6 5.6
(1.02 £ 0.34) (2.47 £2.23) (1.02 £ 0.34) (1.02 £0.34) (2.47 £2.23)
Aldosterone (pg/mL) >800 687 40 180 315
(122 £72) (216 £ 122) (122 £ 72) (122 £72) (216 £ 122)

Reference values are indicated in parentheses. PRA: plasma rennin activity
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