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A TN

o]8tA A7 ¥Y 180/110, 2 80 beats/
minute, A& 367°C, &F& 223)/minute °IN 1,
el dFatdoh A Hel e Azt
oFfHE o oAe Wagy Ao HEge
walsha) Yok Foe Fgx U FH =
o84 Aaolgen ¥AY FAEoly HEF

E EYA 4ddh BReA hES fal gl
Ui uidie ftch ® EAFFolu A4

3 ol g% gk
2al 27

Yol HAF 27 0 gf 4 10.7gm/d], hematocrit
30.1%, WE T 4 3400/mm®, A% 5 171,000/
mmf{

=34 27 Albumin (+).

HAESZAL: BUN 149mg/dl, creatinine
09mg/dl, Ca 81mg/d], P 35mg/dl, sodium 143
mEq/L, potassium 2.5 mEq/L. chloide 103 mEq/
L.
24717t urine K' | 228 mEq/day
ABGA ! pH 7437, Pco: 362mmHg, Po: 97.8
mmHg, HCO; 244 mEq/L.

EKG : LVH in voltage & sinus bradycardia.

Hormone ZiAl :

1) ¥4 Renin ¥4 % (PRA)

2 Furosemide® $9%1 (8! 30 AMel
40mgS AWFAD 2A417hES AYPAAAA B
8% & Reninol 3§ saplings A& (10
30 AM.)

Z 3 I Renin 8:30AM : 0.0lng/ml/hr.

10 : 30 AM : 0.12ng/ml/hr.
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— Abstract—

1 Case of Primary Aldosteronism Caused by Adrenal Hyperplasia

Shie Hwoa Park, Soo Bong Choi, and Chong Suhl Kim

Department of Internal Medicine
College of Medicine, Yeungnam University
Taegu, Korea

Primary aldosteronism is a disease that the stimulus for the excessive aldosterone production re-
sides within the adrenal gland.

It was first described by conn in 1955. And many cases were reported by physicians at present
in the world. But it is relatively rare in Korea, probably due to lack of attension and medical facili-
ties. Only about 13 cases have been reported at present. The clinical, biochemical features in 1 case
of primary aldosteranism caused by adrenal hyperplasia that was diagnosed at Yeungnam University
Hopsital was observed and the following result were obtained.

1. Clinical feature :
The present case was 27-year-old woman who was admitted due to general weakness and easy fa-
tigability. The above mensioned chief complaints occurred 8 months prior to admission when she
delivered of second baby by cesarian section. Symptoms such as above chief complaints, intermittent
muscle paralysis and cramping were noticed. Trousseau’s sign was also present. The average blood
pressure ranged from 170/90 to 200/120.

2. Biochemical abnormalities :
Severe hypokalemia lower than 2.5 mEq/lL was presented and 24 hours urine potassium showed
markedly increased urinary loss.(228 mEq/day). Plasma renin activity was decreased under normal
range with furosemide administration.(Basal renin i 0.01ng/ml/hr, stimulated renin 0.12ng/mi/hr). Sa-
line suppression test revealed markedly elevated levels of aldosterone higher than normal range.
(Basal aldosterone : 320.68pg/ml stimulated aldosterone : 451.86pg/ml). And posture test showed de-

creased plasma renin activity and increased plasma aldosterone level.

Basal Stimulated
PRA(ng/ ml/hr) 0.05(0.15~2.33) 0.22(1.31~3.95)
Aldosterone(pg/ml) 242.77(10~160) 432.09(40~310)

3./ Adrenal CT scan revelaed no abnormal findings.

4. Treatment and course :
Spironolactone was given at OPD with regular follow-up. Her blood pressure ranged from 150/90 to
160/100 and symptoms were improved. The effect of treatment was satisfactorv and further follow

up would be performed.



