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LICORICE OF ‘SHAKUYAKU KANZOU TOU’ INDUCED
PSEUDOALDOSTERONISM

Hideki Kanpa and Masaki Saxurar
From the Department of Urology, Matsusaka Municipal Hospital

Kiminobu Arima
From the Depariment of Urology, Mie University School of Medicine

We report a case of pseudoaldosteronism induced by licorice in a kampo medication ‘Shakuyaku
Kanzou Tou’ that was diagnosed after relief of urinary retension due to benign prostatic hypertrophy
(BPH). A-71-year-old man was admitted to our hospital due to urinary retension. At admission, he
had hypertension and leg edema, but serum potassium was in the normal range. One day after
admission, hypokalemia was recognized. He was taking “Shakuyaku Kanzou Tou™, a Chinese
medicine that contains glycyrrhizin. So we suspected pseudoaldosteronism and had him stop taking

it. Computed tomography did not reveal any adrenal tumor.

Plasma rennin activity and aldosterone

level were suppressed. Gradually, hypertension and leg edema improved and serum potassium
became within the normal range. We diagnosed the case as pseudoaldosteronism induced by licorice

of ‘Shakuyaku Kanzou Tou’
performed transurethral resection of prostate.

Since we suspected BPH to be the cause of urinary retension, we
After surgery, he was able to void smoothly.

(Acta Urol. Jpn. 50: 215-217, 2004)

Key words: Pseudoaldosteronism, Shakuyaku Kanzou Tou

#

RIS BRAERIE 12 & B SREAMERR RIS ) 7 A MLAED
HITHR0, BHINZ-HEFSEEBET VT
OYVED | FIFRELZ-OT, XHHEELMA T
NeHwET 5.

i

fiE il

BE 68, B

FFF - PERAEEE

BRI : 50m%, GEHEEICCHEmLZITS. L
%, ETHASKES D). 7KL ) BLEDIDEE
I OWREEZITTVDS.,

738, UKRICTERERBOD-®O ESWL BX U
PNL 47, Z D ABRICETIIRAEXAEIC T TUR-P,
FeRa K NE (2 CARIEMT & AT L 7.

RIGHE : FFecEHEHL L

BURIE - 200212 E L Y RO -t L VA
BHEEOMS » ShART#FEL WD, T2, &
NUET X DHEREESEXEEEE L Tz, 200345 A

WEEL D ER, TREFE®RD, 5 H20BRMA* &
7o LB ERESS. ERICT 1,000ml 3 &8
Hah, 5 AL B 2L keBA%2, FELEA
Be& e 57z,

APERF A - BEiEH. 4R 36.5°C, IM/E 232/
120 mmHg, WR¥A 84/min, FEEBIT.0GeHED (2 IURE HA X
B, WHREICEEELL. TESOER, TR
HY. ERZITTRIZRAAK LD, W TFREEZE
7.

AR R RHE - WBC 16,600/l (EEME 4,000~
9,000/u1), RBC 5.74X10%/ul (4.1~5.5%10%/ul),
Hb 17.6 g/dl (14~17g/dl), Ht 52.9% (40~52%),
Plt 20X 10*/ul & AIMEkEE, Hb, Ht D LR %30
7z. TP 8.2g/dl (6.5~8.5g/dl), LDH 3131U/
(110~225¢/dl), GLU 135 mg/dl (70~109 g/dl),
CRP 0.5mg/dl (<0.4mg/dl) & TP, LDH,
GLU, CRP 0EE FH %7 ®7:. BUN 13 mg/dl,
Cre 0.72 mg/dl, Na 145 mEq/l, K 3.5mEq/l, CK
1381U/1 L BHREEESCEREEE, CKDLFF
ok



216 WRARE 50% 395 20044E

ABE%#ER : 16 Fr ERAB S 77— F VAT
AE#OEET 1,800ml ORE*FHED, 21H DA
3,900ml & ZRTHo7d, ZOHIZ1IARE
2,000 ml BB & % o 72, EETORREH % B kR
LTwiAs, ABE# D IME 200 mmHg PL B4 &,
SR COERDFZDH Y, H Ty ATETEEOHRR
5 % BET 5 72, 228 OMERATIC TS ) 7 4
4% 2.5mEq/l LETFLTED, &1 285 300
mg/day DREORS ZRAMK L. 238 OMPEMEIZT
WBC 7,500/ul, Hb 14.6g/dl, Ht 42.8%, TP 6.2
g/dl, LDH 190 I1U/1 & IEE L2225 miEn )
LfE12 2.7mEq/l LETF L2 EThHotz. 2D
HMEFA%HMELAEZ A, pHT.48 (7.38~
7.42), PaO,; 76 mmHg, HCO,
33.8 m mol/l (21~29 m mol/1), Base excess 9.9m
mol/l (0x2mmol/l) EXHFHET VAT -2 X %D
7o, BIMLE, THORE, &4V LaiE, RSEHET L
AA—=VAPLTIVIEATO VIEZEEWIELR CT it
AWML BRBOERIIED o7z, ZOK
FUCTHBE COMFE L TARD L ATEHEEIWLS
nTBY, 5ABELYCORELHIE. ChinE
MEFELICESN, THREELRDOR k7.
260 OIMAEH ) 7 LfEIX 3.6 mEq/l LHESNTSH
0 Ay ABEERE LA, 372, FBHE L

Pco, 45mmHg,

7 FZ5 1> 17pg/ml (30~160 pg/ml), L =
¥ <0.1ng/ml/h (0.3~3ng/ml/h) &R K
%57 LTz, M EDEB» o HEFRIEBIET vV
Kzx5ovEEDH. 5H30H T TCOREEE Fig. |
IR L7

97 H B 7 7 — 7 ViIRET 5 b BRREETD
D, VCUG #ifT. BISZIRic & 2 RERELED, M
# PSA i3 1.6 ng/ml, BEWTI— CORMIRER
i120g Thore. BILRIEKEDFEFFOBEIZTE
H4B TUR-P W47 L7z. I5BEREEY 7—T IV
wFE, L) EPERTEEE 2 o7 6 AI6HDORE
TS ) 7 LB 4.6 mEq/l TH Y, MH 7V
FZ25 0> 36pg/ml, L =it 0.3ng/ml/h &\
ThOEEMEICEE L. 6 A24H:8Bk. 20034114
BAaEBNE, JRESEIZOTEBNEATHS.

% %=

BTNV FATFO VER, HERLZOREMEG TH
BIUFNIF R EDHRGIZEN TV AT O VEE
BOOEKRY BT HEEDBKTH Y, 19684 Conn
LATEOEMBIUC L VERBME TV FA T T Y iEH
WOERE &2 LES 2 3G L7 OP BRI OEE T
55V FOREHFEZS)FNV)F L ORBEYT
H5HT)F L F D 11-HSD (11-hydroxysteroid

*Shakuyaku-kanzou'tou stop

Potassium -

40 mEqg/day i.v. 20 mEq/day i.v. J

Potassium 300 mEq/day p.o.
l p-blocker (atenolol ) 50mg/day p.o.
Ca-lblocker(nlifedipine) 5'~10mg/day, p.o.
4 ¢ * * 4 Serum potassium 300
®
& | =
§ - :
: = (=9
_8 N Sistohc pressure 200 g
g \.-,_—/‘I‘ " L ~\.,—"‘\\\\ g
a [ ] e
s 2 a
3 —_
»é; A ~ Diastolic pressure 4 %
e P N RN AT AN
a A AN 100

:% 1§ & e

5/21 /22 /23 /24 /25
Fig. 1.

Clinical course after admission (5/21-30).
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He had severe hypertension on

admission. One day after admission, he also was found to have hypokalemia.
We made him discontinue ‘Shakuyaku Kanzou Touw’ from 23th May. Gra-
dually hypertension and hypokalemia were improved.
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