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HYPERKALEMIA FOLLOWING REMOVAL OF ALDOSTERONE-
PRODUCING ADENOMA AND ADRENAL NODULAR HYPERPLASIA IN
A PATIENT WITH PRIMARY ALDOSTERONISM

Teruhiko Narapa*, Shigeaki Ismrkawa* Takashi KaTavama*,
Michio Matsumoro**, Masanobu Takata** and Tsuneaki Sucimoro**
From the Department of Urology
( Director : Prof. T. Katayama)*
and Second Department of Internal Medicine
( Director : Prof. T. Sugimoto) ,**

Toyama Medical and Pharmaceutical University, Toyama, Japan

A 55-year-old woman with primary aldosteronism who had been treated with spironolactone

underwent an operation which consisted of removal of a unilateral adrenal tumor and subtotal resection

of the remaining adrenal gland. The surgery resulted in hyperkalemia without lowering her high

blood pressure. Histological examination of removed specimens showed adrenocortical adenoma

and micronodular hyperplasia. This case concerns a hyperkalemic change following the operation.

The functional significance of micronodular hyperplasia is also discussed.
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Table 1. Separate renal function test

Urine sample Right Left
Na (mEq/l) 155 160
Creatinine (mg/dl) 52:5 52:5
Na/Creatinine 2,95 3.05
Uric acid (mg/dl) 29.:5 32.5
Osmolarity (mOsm/L.) 562 590

TRFR (tubular rejection

fraction ratio) 1.03

ot F v 683, 39 pg/ml, K7V R 2T B
Ut 30, 14 pg/day. n7F a5 3 LR DIRPTE
%71 > 5.50 meg/day, Kt/ =L %7 ) 2 18.40
mcg/day, it K—/3v 3 > 1378.9 meg/day, JRr1 £ %
%71 > 0.03mg/day, R v x % %79 0.04
mg/day, VMA 13.5 mg/day, [fi#fav>/ - (a.
m. 8) 10 pg/day. (4 11-OHCS (a.m. 8 [i) 66
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Fig. 1. Adrenal scans of this patient with primary aldosteronism due to adrenocortical adenoma
on the right (arrows) obtained on the 5th day (A) and 7th days (B) after the intrave-
nous injection of 0.25m Ci of 7Se-Scintadren.
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Fig. 2. Some portion of the adenoma (T) was not demarcated from surrounding adrenal tissue
(A) with fibrous capsule. (Elastic and Van Gieson’s stain, x300).

Fig. 3. The clear-type cells of various size with foamy and lipid-contzined cytoplasm. Thick or
thin fibers proliferated in the adenoma (Elastic and Van Gieson’s stain, x 300).

" J % B ' £ - &
Fig. 4. Predominance of large clear-type cells with nuclear atypism (Elastic and Van Gieson’s
stain, x400).
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Fig. 5. Micronodular hyperplasias (MH) in the adrenal cortex. Note the MHs are not complete-
ly encapsulated by fibrous tissue (Elastic and Von Gieson’s stain, »x200).
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Fig. 6. Area of renal parenchyma showing crowding of hyalinized gromeruli, interstitial fibrosis
and myo-intimal hyperplasia of the artery (Weigert’s elastic and Van Gieson’s stain,
% 100).
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Fig. 7. Efiect of adrenal surgery (AX) on plasma renin activity (PRA), plasma angiotensin II,

plasma aldosterone concentration (PAC), urinary aldosterone excretion, serum K and

urinary Na/K.
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