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A Case of Primary Aldosteronism due to Bilateral Adrenal Hyperplasia
with Hidden Undiagnosed Adrenal Adenoma for Eight Years

Seock Ah Im - Eunmi Nam - Si Hoon Park
Gil Ja Shin - Woo Hyung Lee - Bong Suck Shim*

Depariment of Internal Medicine and Urology,* College of Medicine, Ewha Womans University

We describe an unusual 30-year-old female patient with a history of refractory hypertension
and hypokalemia. She was diagnosed as primary aldosteronism with bilateral adrenal hyperplasia
8 years ago and blood pressure has been controlled with spironolactone 200mg/day, nifedipine

. 40mg/day, Cardura 4mg/day and oral potassium supplement tll these days.

Recently refractory high blood pressure was developed and about 5Xx4 X 4.5cm sized left a-
drenal mass was observed by abdominal CT. The hypertension and hypokalemia was controlled

by left adrenalectomy.
KEY WORDS : Adrenal adenoma with bilateral adrenal hyperplasia.
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Table 1. Laboratory findings
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T Hopel o8 A7) SR dge] gl A%
g3 AP Bol 27 glien A 272 Keith-
Wagener 254 259 n8M 99 #stE 20
AL 27 QD FA AAS Gt G ZA}, gt
83 AAF, ot 3l Al Aol 24x 7 & A
AMF Na¥ 354mEg/day, K& T4mEq/day¥e
24X 7k =F ¢} 17-OHCSSH 17-KSE 92k A ] 8§l
1=t o]& spironolactone Folol] 9 Ao= Azt
g} 398 7t AAM A% diA €2E5E BA
t}. Spironolactone 200mge B-83511 3 AEjolA
84 renin FAEE 7|ZA7F 1.13ng/ml/hr FEY
2A1ZF & 1.98ng/mi/hrgor S4EAHERE 7)2A]
7} 278.88ng/dl AR 2412t & 379.56ng/dIS T &

1985 19943
preop postop
serum Na 149mEq/l 143mEq/l 144mEg/l
K 1.7mEg/t 3.5mEg/l 4.3mEqg/l
24 hr urine Na 234.0mEqg/day 354mEg/day 353mEqg/day
K 89.6mEq/day 74mEg/day 83mEg/day
17 OHCS 4.7mg/day 2.76mg/day
17 KS 5.4mg/day 2.02mg/day
5-HIAA 5.0 mg/day
metanephrine 0.64mg/day
cortisol 47 .58pg/day
renin supine 0.60ng/ml/hr 1.13ng/mi/hr 0.07ng/mi/r
standing 2 hr 0.40ng/mi/hr 1.98ng/ml/hr 0.19ng/mi/hr
aldosterone supine 369.92pg/ml 278.88pg/ml 22.5pg/ml
standing 2hr 463.42pg/ml 379.56pg/ml 22.0pg/mi
aldosterone/renin supine 61.5 24.7 32.1
standing 116 19.2 11.8
ACTH 8AM 20.95pg/ml 3.8pg/ml
4PM 23.75pg/mi 2.7pg/ml
Cortisol 8AM 5.24pg/dl 1.2pg/dl
4PM 3.0 pg/d 1.9pg/dl
FSH 28.3 miU/ml
LH 195.61mlU/ml
prolactin 31.05ng/ml
estradiol 0.43pg/mi
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Fig. 1. Abdomen CT scan

Right adrenal gland is thickened but maintains its
normal shape in both medial and lateral limb, la-
teral and medial limb of the left adreal gland are
thickened and about 5X4X4.5cm sized low at-
tenuation mass with peripheral enhancement is not-
ed in the lateral aspect of the medial limb of left a-
drenal gland suggested adenoma of left adrenal
gland associated with bilateral adrenal hyperplasia.
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Fig. 2. Gross findings : Adrenal gland shows a round, gol-
den-yellow cortical adenoma, measuring 5.3X4.
3X3.3cm in size and remaining parenchyme is
thickened.
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Fig. 3. Microscopic findings : adenoma consists of proliferation of uniform cells with small central nuclei and a-

bundant clear or eosinophilic cytoplasm.
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