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A unique case of recurrent malignant hypertension after removal of

an adrenal tumor for primary aldosteronism
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We report here a unique case of recurrent malignant hypertension after the removal of an adrenal
tumor for primary aldosteronism. The patient had a history of hypertension for 15 years. In 1995, he
developed drug-resistant hypertension with hyperreninemia, hyperaldosteronemia and hypokalemia. He
was diagnosed as having primary aldosteronism with a right adrenal tumor. His blood pressure did not
normalize and renal dysfunction continued after the adrenalectomy. Although antihypertensive treatment
was continued for residual hypertension, he soon refused medication. In 1997, he developed recurrent
malignant hypertension. It was considered that the different underlying mechanisms might be attributable
to the two episodes of malignant hypertension in this patient.
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Fig. 1.

Photomicrograph showing a tumor with large cells and

clear cytoplasm compatible with an aldosterone-producing

adenoma

Table 1. Laboratory data on the 1st admission (1995)

Pre-operation  Post-operation

Blood pressure (mmHg) 220/140 160/90
LDH (1U/1) 891

Na (mEq/!) 142

K (mEq/I) 2.8

BUN (mg/d/) 19.7 19.5
cr (mg/d/) |.6 2.1
PRA (ng/ml/hr) 6.2

PAC (pg/ml) 800 73
Proteinuria (2+)

Microhematuria 2+)

PRA : plasma renin activity, PAC : plasma aldosterone con-
centration
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Table 2. Laboratory data on the 2nd admission (1997)
Peripheral blood Blood chemistry
WBC 8,800/l TP 7.4g/dl
RBC 329X 10%/l LDH 1,025 1U/1
Hb 10.9 g/d/ | 29.2%
Ht 32.5% 2 36.8%
PIt 13.5X 104/ ul 3 19.3%
RBC fragmentation (+) 4 7.9%
5 6.9%
ESR 76/110 mm BUN 39 mg/dl
Cr 5.1 mg/d/
Urinalysis Na 139 mEq//
protein 3+) K 3.0 mEq/!
occult blood 2+) PRA 31 ng/ml/hr
granular cast (=) PAC 540 pg/ml

PCA (Ad/NAd/DA)

Cer 6.5m//min 18/742/38 pg/ml

PRA : plasma renin activity, PAC : plasma aldosterone concen-
tration, PCA : plasma catecholamine
Ad : adrenaline, NAd : noradrenaline, DA : dopamine
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Fig.2. Clinical course
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