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THREE CASES OF PRIMARY ALDOSTERONISM
INCLUDING ONE CASE WITH POSTOPERATIVE
VENTRICULAR TACHYCARDIA
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Three patients with primary aldosteronism were treated surgically between February and Septem-
ber 1984. All patients had suffered from hypertension with U waves in ECG and laboratory examina-
tions revealed hypokalemia, hyperaldosteronemia and suppressed plasma renin activity.

The localization of the adrenal tumor was diagnosed accurately in all 3 patients by adrenal vein
sampling and in 2 of the patients by PRP, CTscan, adrenal scaning with 3/I-iodo cholesterol and
adrenal venography.

Adrenal tumors were surgically removed by unilateral adrenalectomy through the flank approach
in all cases. Histological examinations of removed specimens showed adrenocortical adenoma.

Removal of the adenoma caused a prompt reversal of the laboratory serum abnormalities and
hypertension was normalized within 2 weeks postoperatively in all cases.

Severe ventricular tachycardia (Torsades de Pointes) was observed suddenly in one of the patients
after about 5 hours postoperatively. Therapy including conventional antiarrythmic drugs, such as
lidocaine or procainamide, and potassium administration failed to prevent the arrythmi. Ventri-
cular tachycardia was successfully treated and disappeared with the use of magnesium sulfate (MgSO,)
intravenously. The serum potassium concentration was normal during the episode and the serum

magnesium concentration, which was not detected before or just after the operation, was under the



68 WIRAIE 32%

1% 19864

limit of normal range (1.4 mEq/l) after the use of magnesium sulfate.

Hypomagnesemia which is retrospectively thought to be the result of primary aldosteronism may

be responsible for the episode of postoperative ventricular tachycardia.
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Fig. 1. Case 1. PRP (a) and CTscan (b) showing tumor (arrow).

Fig. 2. Case l. Gross appearance of the removed right adrenal
gland with tumor on cross section.
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Fig. 3. Case 1. Changes of clinical course.
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Fig. 4. Case 2. CTscan (a) showing tumor (arrow)
and right adrenal venography (b).
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Fig. 5. Case 2. Gross appearance of the removed right adrenal
gland with tumor on cross section.
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Fig. 6. Case 2. Changes of clinical course.

Fig. 7. Case 3. Right adrenal venography showing suspected
tumor vein (arrow).
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Fig. 8. Case 3. Gross appearance of the removed right adrenal
gland with tumor on cross section,
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Fig. 9. Case 3.
and after treatment (c).
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Changes of clinical course.
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Table 1. Results of diagnosis in localization of adrenal tumor.
PRP B % Bl gl
RERKZE PRP ¥ CTscan WM 2% MK
CTscan scinti ® ¥ ® M
£.1. K. W + + + + - +
E.2.Y.T. + + + + + +
.3 H. N * - * * +
X 0+ BEHT
- BEHTH
hARR- 1

Table 2. Postoperative days needed
for normalization of hy-
pertension.
8
E. 1 K. W. 10
iE. 2 Y. T 11
E. 3. H.N 4
fou. MEEGIT LT, ATEKOMmME Mg ioRIE

R THELY, Mg FlikG-Hicix U TER FRA
o 14mEq/l THHZ LAMRI NIZOATHD,
MEKES Na flfic o TIEHET, #E ks 0%
R BT L FHB AL T 1L A B Tudigne
(Table 3).

CofEflo VT (Fig. 9a) (X1 b % Torsades
de pointes (Tdp) &% Hh, Tzivoni LW (XL D
FHEE Mg FIOEREFc > W TBNTH Y, 7
FOBEEE LT OO repolarization % i 5+ 5 3
f(F=vv, 7rAl 7 NRE) kHFTS

Table 3. Case 3.
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Changes of serum electrolytes. postoperative

and among the VT attack.
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m & Na 138 131 134 141
K 3.0 4.2 3.7 3.7

Cl 98 89 94 104
Mg 1. 4 2.3

(mEq/ 1)
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