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ABSTRACT

Primary Aldosteronism by Adenoma 1 Case

Kyung-Jin Lee, O.M.D., Bon-Soo Koo, O.M.D., Ki~-Ho Cho, O.M.D.
Department of Circulatory Internal Medicine, College of Oriental
Medicine, Kyung Hee University, Seoul, Korea

We report 1 patient with Primary aldosteronism caused by malfunction of adrenal
gland, which occupies 1-2% of the whole Hypertensive disease. The patient was 35
year—old female with the history of hypertension. She was hospitalized at Department
of Circulatory Internal Medicine, College of Criental Medicine, Kyung Hee University,
Seoul, because of low limb weakness, chest discomport, palpitation and dry mouth. The
value of serum potassium level was 0.6 and at last adenoma was diagnosed on the
basis of abdomen CT scan. The Primary aldosteronism manifests myasthenia, headache,
dry mouth, palpitation. In laboratory findings, it especially shows specific U-wave In
EKG due to low serum potassium level resulted from excessive flow—out through
urine. It could be regarded as "Flaccid paralysis of Limbs(#i#)“, the Oriental medical
term which indicates a condition of general weakness. We report on this case with a
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review of literature.

Key word: Primary aldosteronism, Hypertension, Flaccid paralysis of Limbs

. % ih

adrenal mineralocort -
icoidql dEAEHEo] £4F] renin—angiotensin
KU

FEen

77 99lo] adrenal gland®lefl 12w ¥ &
wag2Zolg #h 19554 Conn” Sol 93t
o] g 81n¥ ol H& o7t BEEHT o,
TUYIME oF 20900l BRHT s BEoE
A AR pEYEAY 1~2%F A5, £

g7} 7hsd TR olAHY 1EY A¥ez U4

A At

o] A% FH& o], AN, 1EUE Fued
N 2gRY e ZAS T 4dke FAA T
7 A%g 988 239 shsiol v Aol
th, olo] HAEL nEAES FretAA A FY
o] HhEat= fxfolA AU YEAHEFTES 4
Aol BE AAFGGE B @ 2% £ A8
oz gAg 195 Bustux g}

LAS 9400
2. Aol ofa/354
3 FAaZ

o|N

D AFR2E, 53] 827
2 ¥ % A

3) *&
4. 2y: 98 8¢ 3197
5. gk
1) §ojera zgh R/O BE
2) A8+ zlgk: Primary aldosteronism
6. #AY
5~6417 &FAEu]Fo] BAs] AR
Ay, 2 dd 1¥EE AN, BEd
A8 &7 oghel 979 AE, bHAlZwpu R
o) gl A5 g HEol AU

7. &Y

ojuU7t HAd s 1EgoR APEERoH,
=7t ¥4 7L AU

8. #¥g

354), 160cm, 47Kg, S8EA E¢o] 200/80
mmHg, 22% A7A2) Aoz o GREAFE
A 28 (B3] d25Y), FUY 4, 72 7
ZA7} et Wt delM AR el E
Rolgog zAgse] 1EULtE
Qdt}. o) & FxF¥Fo| otgte} =

o E3] o5hE e AAE dojd £ e
o2

pe
2t
B #2o] wE FHpFoE @St ¢
A2 Hokg B&F Ago] Yoy $49 A
A 34 Z Bt

% sAo] ¢l3, 15%04 309 HHLeR
23a1gich 1998 12€ 314012 FA7L 7
3] < .18 24 g Jhasl
ok ZA A AEF FEE B V12BN @

L LA W

LAY )

- 281 -



9. AAA &7

1) Abdominal CT(3/4): Right adrenal mass,
possible adenoma. Fatty Liver and splenom -
egaly.

Right Kidney cysts. Decreased both renal
function

2) Abdominal sonograohy(2/25): Nephro -
calcinosis, both Kidneys. 2 small stones in
right Kidney.

3) EKG(2/25):
entricular conduction defect. suspect anterior
infarction. ST-=T abnormality. LVH.

4) LD/CK (2/18) 6591/921 1LD/CK (2/25)
7081/3191 LD-isoenzyme(3/3) normal iso -

enzyme pattern.

Sinus bradycardia. intrav -

LD-1: 27.00% 132.3 TU/L
LD-2: 39.52% 192.7 IU/L
LD-3: 22.94% 112.4 TU/L
LD-4: 6.52% 31.9 IU/L
LD-5: 4.01% 19.6 TU/L
CK-MB(3/3) 4.5% 2.66 IU/L
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Fig.3 The change of Muscle Power

Fig.1 The change of Blood Pressure

Fig.4 The change of dry mouth
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11. Medication
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Fig.5 Abdominal CT: Right adrenal mass,
possible adenoma. Fatty Liver and splenom -
egaly. Right Kidney cysts. Decreased both
renal function
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