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A Case of Idiopathic Hyperaldosteronism Diagosed
By Adrenal Imaging

Shinichiro Miura, Hiroshi MaTavuoka, Eiichiro TasHIrROo, Manabu SASAGURI,
Munehito IpeisH1, Masaharu IkeEpA and Kikuo ARAKAWA

Second Depariment of Internal Medicine, Fukuoka University School
of Medicine, Fukuoka 814-01

We report a case of idiopathic hyperaldosteronism (IHA) which was differentiated from an
aldosterone producing adenoma by the adrenal imaging techniques with computed tomography
(CT) and scintigraphy. In this patient, the high basal aldosterone level with the suppressed
plasma renin activity typically indicated the diagnosis of primary aldosteronism. However, the
differentiation from an aldosterone producing adenoma by responses of plasma aldosterone levels
to upright posture, captopril or adrenocorticotropic hormone (ACTH) administration was not
definitive. Abdominal CT revealed bilateral adrenal swelling. Adrenal scintillation scanning
with '**I-iodocholesterol showed bilateral uptake even after the administration of dexameth-
asone. Blood sampling from the right adrenal vein was unsuccessful. Blood pressure and serum
potassium levels remained unchanged during dexamethasone administration (2mg/day) over ten

days. After the administration of spironolactone and nisoldipine blood pressure and serum
potassium levels were normalized. Adrenal imaging is considered to be very useful for the

diagnosis of IHA.
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R B & Fvn7 (+), B (£)

Na 145mEq/day K 32.5mEq/day
Cl 142 .5mEq/day

& 1 % TP 7.2g/dl Alb. 4.5¢g/dl
T.B. 0.7mg/dl GOT 32U/1
GPT 60U/ LDH 4341U/DL
BUN 21mg/dl Cr 0.7mg/dl
UA 5.4mg/dl Na 146mEq/!
K 3.2mEq/! Cl 104mEq/!
Ca 4.4mEq/! T-cho 271mg/dl
TG 118mg/dl HDL-C 38mg/dl
FBS 163mg/dl HbA1C 7.1%

24hr. Ccr 81ml/min

My A A pH 7.46, PaO, 94.8, PaCO, 38.9
HCO; 27.5, BE 3.7

LER - a— - FEra—  BERL

PG U R RR AT
m# ACTH (8 am) 57pg/ml
(20 pm) 30pg/ml
anFV—n (8 am) 14.6pg/dl
(20 am) 4.2ug/dl
PAC (8 am) 18ng/dl
(20 am) l4ng/dl
7RUvFY v 18pg/ml
JNVTRVvFY >~ 71pg/ml
V= UEE (PRA) 0.3ng/ml/hr
RH17-KS 6.0mg/day
17-OHCS 8.3mg/day
FURAFOY 10.5ug/day
FRLVFY > 10.7ug/day
JNVT RVFY 63.3ug/day
T3 0.94ng/miT4 9.82ug/dl
TSH 0.13,U/ml
Rapid ACTH test (Cortrosyn®  250ug i.v.)
] 30 60" 90"
PAC 15 39 28 21

avFy—n 11.8 224 26.4  30.9
4 FERISIATETF 7 X b

I 3
PRA 0.2 0.4
PAC 25 33
A7NTVFAL (25mg  p.o.)
A 90" 120"
PRA 0.1 0.3 0.2

PAC 14.0 14.0 19.0
BIB&IRY > 7Y 7
PAC aNFYV —
TRERIR 10.1 9.7
ZERIB #Rk 57.3 12.3
HEIBFIR YY) ITEY




102 = W M—ARIE 64

1 KEFOCTHREYYF T T A

ABRBEIRAE | &K 158cm. B E 68ke, kiHES
76, #. [T 182/100 mmHg, FRJE ; KW-1, Scott
-0, HgEB, TR, MEFRmmREE R L.

ABERSHRERE - (K1)

AR %8

AR g R TR K [YE, &7V A7 v 10
iE, BV =VIEZRL, MORSWMREEIRIER T
PA 2T 20RBEZHTHoT, LorLIIMET VR
270 viEE (PAC) ©HWZEE L& RER ChilE &
B 2R T DI ES Ko fo, —HEERZE T
X, BEECT (M1 —%&) CTHEIBOBRBRSES M,
BBV F7I5ATHTFY ATV Y (2 mg/H) 10
& SHiHLCmEEoR D Ao gr@Ro e (K1 —
). ZOTFY AV VRETHEEROKZ R >
FTHREINVF I FENET VAT 0 VEIFERES
NRHARIERERI X 2/HEET VAT o ELR
Wrl7-, A¥o./ 27 b=V EYORRIICE
DEFE LEAD ) ¥ LAMEDSREL A S LTz,

Z %=

PA DERRZHT IZHERE S T b % D IRIE & E#F R
TRFMCLZ2BHRICELVENDLD (67—78%

vs. 0 —27%) Y, ISR BEETH 5, WHDERIF
BELTT7 VAT O rO5mEicBE T 2 EY,
BIEHIRRN, E&ZEPFIHShTwE, 205B
TIVRRAT Oy OFWREEHW 2 AEIEILTLLE
B3 2w, BIBEIR PAC, 2 V7V —VHIE
WD EEESHFEN S, BEBAE L £ AE]
BEIRERIIC 3B A BT 2 B0MEN b 5. Eigk2
Wi CORKTERYY 13, HE CT Tk 83—88%, Bl ~
F 7T LTIE 88—90% L BIBEIRY > 7V > 7 (#7190
%) rEEErahTw3,

HBEF S 7V RAT oY DHNEERERT A T
BEE LB R T 2 ES T, B CT, Bl >
VFTT AL BB EBE S NI, [EEERSET
DFEY TIHBBEROBHIHIRILE L T1X CT L BIRE
PRI Z2ET 2 & D% o Tz, FEOZMIEL LT
BEE CT 0, BBy v 577 AL0EBREHBSE T
TETEERIRE->TL 3 Bbh3s, ULEPAODOHFT
B Eh e SNA/EET VAT o EDER %
ERL7.

X B

1) Grant CS, Carpenter P, Heerden JA and
Hamberger B: Primary aldosteronism. Clinical
management. Arch. Surg. 119: 585-590, 1984.

2) Guerin CK, Wahner HW, Gorman CA, Car-
penter PC and Sheedy II PF: Computed tomogra-
phy scanning versus radioisotrope imaging in
adrenocortical diagnosis. Am. J. Med. 75: 653-657,
1983.

3) BHESR §EaLVF a4 FORESRE, BN
SUEE 67 1 722-729, 1991.

4) Hsueh WA : New insights into the medical
management of primary aldosteronism. Hyperten-
sion. 8 (1) : 76-82, 1986.

(%214 1993-2-23)





