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Summary : A 54 year-old male who had suffered from an attack of cerebral hemor-
rhage five months before was admitted because of increasing dizziness and fatigue. Labora-
tory examinations on admission revealed both hyponatremia and hyperkalemia. Despite the
elevation of plasma renin activity (PRA), plasma aldosterone level was markedly low. Both
basal plasma cortisol level and urinary 17-OHCS excretion rate were normal. While
cortisol showed a normal response to rapid ACTH infusion test, plasma aldosterone showed
no or very low response to each of the endocrinological tests carried out (rapid ACTH
infusion test, angiotensin II infusion test and furosemide two-hour standing test). However,
PRA showed a marked increase in response to furosemide two-hour standing test. On the
basis of these findings, a diagnosis of selective hypoaldosteronism (Type I) was entablished.
The present disease was probably due to destruction of the zona glomerulosa of the adrenal
cortex caused by some autoimmune mechanism.
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Fig. 1. Brain CT shows small high density area in
left thalamus and large irregular low density
area in right putaminal area and unilateral
markedly dilated ventricles.

Table 1. Laboratory data on admission

Urinalysis UA 4.2 mg/dl
~ protein =) creatinine - 0.6 mg/dl
glucose () Na 120 mEq/1
urobilinogen (CD)] K 5.5 mEq/1
bilirubin =) Cl 86 mEq/1
sediment normal Ca 8.6 mg/dl
Peripheral blood P 3.5 mg/dl
RBC 402X 10*/mm? Urine chemistry
Hb 13.0 g/dl Na 112~164 mEq/day
_Ht 41.2 % K 24~58 mEq/day
WBC 7800 /mm? NAG 108 U/day
Platelet 28.4X10*/mm®  Serological test
ESR 22 mm/hr CRP a+)
Blood chemistry RA a-+
T. Protein 7.1 g/dl RAHA a-+)
Alb 62.0 % ANA positive 64 X (homogenous)
a-gl 2.4 % LE cell phenomenon test (D)
a,-gl 7.2 % LE test -
B-gl 8.8 % Anti-DNA anti body -
y-gl 19.6 % Anti-adrenocortex antibody (CD)]
ALP 224 1U/1 Cs 74 mg/dl
GOT 25/1 C, 10 mg/dl
GPT 37/1 CHs;o 25.2 U/ml
LDH 398 U/1 Direct antiglobulin test (GD)
T-bilirubin 0.6 mg/dl Indirect antiglobulin test (CD)
FBS 89 mg/dl Renal function
T-cholesterol 164 mg/dl Creatinine clearance 79.4 1/min
BUN 17.2 mg/dl




P MR FER S NIBIREYE 7 V F R 7w ED 14 (321)

Table 1 2R3, Ri3¥E - BH L bk, Bk
Hikinh oo, REMEKRE CERAEMETR, HImEREK
(% 7800/mm’ & IEE B TH » o, ML D 1 KEREIME 22
mm & EHEHEATH - 7. MIRACFERTE IR - BHEE
WCRE X o ke pd, M EMAEE X Nal20 mEq/1,
K5.5mEq/l ¢, Na/KHi%21.8 EZELETLTW
7o, Lo, 24 BsfRTS Na BB EE ChH otz R
FIMEFHRE T, CRP 14+, RA 1+, HilHifhE: (64
% homogenous type) &, C;3 X 0" CH;, DIREE T 23
Dz,

WO WERRE IZERE O 1 BERER—ENa 140
mEq, K50 mEq/H)D&FED S & TRIEL A (Table
2). 24 B¥RER o 17 OHCS, 17 KS 3 X U457 8 KF oo 1
#% cortisol #E, ACTH BERXEF&EHEATH - 7. 1M
#Er = gk (PRA) 132.4ng/ml/hr & BREBELR
U723, M aldosterone L 20 pg/ml & E L < {EfE
T H - 7=. % ¥, angiotensin I « II & X O
Deoxycorticosterone (DOC) FEE EF L T\ e2s,
corticosterone (B) RIEFEEETHH, X bclmFIR
i 4 E v R catecoholamine d IEHEFE TH - 7.
MR % 3 IEH #F © 2>2 ADH 12 0.3 pg/ml LA F
LIEERRLI-Z & X b, SIADH BBENTH-Tc. B
CRBEY B ST B eI TRl Ns 1)~5) 0
% DRSWATTRRE LML 1.
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i Insulin 0.1 U/kg, TRH 500 ug, LH-RH 100 g © 3
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Fig. 2. Insulin, TRH, LH-RH test.

Table 2. Endocrinological data

Renin-angiotensin-aldosterone system
Plasma renin activity (PRA)
Angiotensin I
Angiotensin II

2.4 ng/ml/hr  (0.1~2.0 ng/ml/hr)
240 pg/ml (180 pg/ml | )
66 pg/ml (50 pg/mll)

Deoxycorticosterone (DOC) 0.342 ng/ml (0.080~0.278 ng/ml)
Corticosterone (B) 2.87 ng/ml (0.378~8.42 ng/ml)

Aldosterone (Ald)
ACTH-cortinol system

ACTH (AMS : 00) 15.4 pg/ml

Cortisol (AMS : 00) 14.3 pg/dl
Catecholamines

U-adranalin 8.4~12.0 ug/day

U-noradrenalin 62.6~80.4 ug/day
Thyroid hormones

T, 124 ng/dl
T, 9.6 ug/dl
FT, 4.8 pg/ml
FT, 1.6 ng/dl

Posterior pituitary hormone

20 pg/ml (50~160 pg/ml)

U-170HCS 5.2~6.4 mg/day
U-17KS 4.8~7.2 mg/day
U-VMA 5.8~7.2 mg/day
U-HVA 4.2~6.8 mg/day
TBG 15 pg/dl
TSH 2.8 4 U/ml
TRADb 0%

TGHA 100X | MCHA 100X |

ADH 0.3 pg/ml{ (Plasma osmolarity 276mOsm/1)
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4) Furosemide #37 & 758  furosemide (Lasix®)
1mg/kg #HEL B, 2RMOMMLER 2T - .
PRA 13E L LR L7-#3, aldosterone \MESIGTH -
2. corticosterone, DOC %5 X 0* 18-OH-DOC % [F#%,
{ERE%R Lieds, cortisol IEH KIGER LML 7o
(Fig. 5).
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Fig. 3. Rapid ACTH test.
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Fig. 4. Angiotensin II Infusion test.

5) Metoclopramide & 725 © #T dopamine FTH
% metoclopramide (Primperan®) 10 mg Q&R L,
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I U Tehs - 7= (Fig. 6).
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Fig. 5. Furosemide and 2-hour-standing test.
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