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ABSTRACT

Three patients with hypertension and hypokalemia demonstrated the low level of plasma renin
activity and elevated aldosterone level. Plasma renin activity did not increase during volume deple-
tion and aldosterone level did not suppress during salt loading.

Computerized tomography of abdomen showed well-defined oval mass of low density in right
adrenal gland in all 3 cases. Right adrenalectomy was done and pathologic finding showed adrenal
adenoma. Postoperatively there were reversal of hypertension and hypokalemia.

We present three cases of primary aldosteronism which were all located in right adrenal gland, with
brief review of literatures (J Kor Soc Endocrinol 6:377 ~ 383, 1991)
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Fig. 1. Abdominal CT scan showing well-defined oval
mass of low density in right adrenal gland
(Case 1).

terone3-& 2 Al sk ¥4 A 4kg) whSalod &
2 Aol AEde 2 THAE WAL &
o},

%2 W YAH 23} Spironolactone 75~ 200 mge-
257 FofsfA #qhE 110/70mmHg, ¥4 %%—
4.3mEq/LE 233 ol +2& F4A AAEs
o] 1.5%X1.5X1.5cm®) & F& A% 3

Gl $A5 AFez Halsslch
782 7F 4.7mEq/L,

2% ol

e A 3 qto] 120/80

Fig. 2. Gross specimen of adrenocortical adenoma
(Case 2).

Fig. 3. Dissected adrenocortical adenoma has round
well-circumscribed brightly yellowish solid
mass measuring 2% 1.8 X 1.5 cm in size (Case 2).
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Fig. 4. The section of adrenal gland shows neoplastic nests of the
cortical cells. The individual cells are granular. Hyper-
chromatic nuclei are occasionally noted. Mitotic figure is not
seen (H & E stain, x400) (Case 3)
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