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A case of pseudo-Bartter’s syndrome with marked nephrocarcinosis

Shunichi YAMAMOTO*!, Kenji IESATO, Shigeru HASEGAWA, Tsunemichi TSUKAHARA,
Yoichiro KONDO*2, Hiromichi YOSHIDA*?, and Takashi TERANO**

*1Department of Nephrology, *?Department of Pathology, Chiba Social Insurance Hospital,

*3Department of Internal Medicine, Sanai Memorial Hospital, **Department of Internal Medicine,
Chiba City Hospital, Chiba, Japan

A 38-year-old woman was admitted to our hospital on October 21, 1996 for evaluation of thirst,
bilateral backache and a feeling of abdominal fullness. She had hypokalemia, normotension, hyper-
reninemia, hyperaldostronism and hyperplasia of the juxtaglomerular apparatus on renal biopsy.
Ultrasonography, intravenous pyelography and computed tomography showed marked bilateral renal
calcification. Considering her history of persistent soft stool caused by chronic laxative abuse for 15 to 16
years and past diuretic abuse for several years since 1986, we diagnosed her as pseudo-Bartter’s syndrome
with nephrocarcinosis. The value of urinary Ca excretion was in the normal range, and acidification
disturbance in NH,Cl loading test was revealed. In addition, she had taken analgesics for 2 to 3 years and

interstitial nephritis on renal biopsy was seen.

It is thus suggested that the cause of nephrocarcinosis in this case was the reduction of Ca solubility
in the tubular cavity induced by incomplete renal tubular acidosis associated with analgesic nephropathy

or interstitial nephritis caused by hypokalemia.

Jpn J Nephrol 2000 ; 42 : 597-602.

Key words : pseudo-Bartter’s syndrome, nephrocarcinosis, laxative and diuretic abuse, interstitial
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BRAERE | 1452 B R (UK, BakfidfEfsntw
T,), BREEBZ TERAOZEMIW LD 2
(FORE S, B, BN TOFIEENL L 813, 37w
MPERESR T (IGT) ZiEH S h 5,

WA © ek, Wiy, REEEFEE, WErE, RERD, /AR
TR 3L, MEEMERE 2RI hlZebn
Moty 1994 FE» 5 DR HE L Tz, 1996 4 4
H D & WSS R ARBiRy) ,  BEEREZ RS B
[E4F 6 HYIALAE 222, EEEE kA AL =15
s iz, [F4E 6 H 24 HTEEMILHEE 2 /80 S ARz
RKIME, 7VIa—Y R, BLV=VE7WVREATa v
MAE7 ED3A S iz 2 & 6, Bartter FERFEREED LTz,
THITHGER X0 K#EF2NUGFInzn8 HTAHT
W CHARE I L7z,

[F4E 9 H 26 HERE 2 A% U T3 SR WS b B s
WEtz3%2, 10 H21 HABEL %57z,

APRRSIRGE B 1528 cm, R 458 kg, R 92/5%,
%, IfE 100/74 mmHg, ZEfi-#Ex L, LEM, KEE
Bee L, MaEs - BEECEER R L, SEsL

APBERFARE R #E (Table 1, Table 2) @ AHH I T i M H
#H(Hb 16.6 g/dl, Ht 46.6%, RBC 520x10*/ul, WBC
10,000/ l) H3% 5 17z, FMERENC 13 FEZE 2 L, M/IMR

BUIIER Th - 7z, MIRELFRE TIEIFHEEEC R T2
ot H, BFE I F I K CLIMSE (91 mEq//) & & K
MAE (2.39 mEq/1) 23 & & 117z, Na iZIEH FER (135 mEq/
l), UA I3EE&{E (7.0 mg/dl), Ca, Mg, P, BUN, Cr
FIER#IPTH o 7o, ZEMERFIME 3R LA (135 mg/d])
BH SNz, WHIRE TR LY = > (20.1 ng/ml/hr) &
TR AT 1 (224 pg/ml) MFEA A &7z, ¢-PTH IZIE
B &I BH, 1,25(0H),D I3 24.8 pg/m! (IF ‘4 i FH 27.5~68.7
pg/ml) TIRIETH > 720 MIEH AS3H Tl pH 7433 T7
VAT —Y 2R RS TWwhholz, fERE TIF 1gG
231,820 mg/dl ETEEE B 2 Twiz iy IgA, 1gM, C,,

C,, CHS50, ANA, aDNA-ab [ZIFH&PAPICH D, aSS-
A/RO, aSS-B/LA b[atEThH o7z, IRRETIIEN - B
Ber ik, v IMBG M U AR I ER 5~9/hpf, [ i Bk 5~9/
hpf, AR TH 572, NAG BZEEERL Tz (147
U/D s, MG RIEH ThH-7, IR Z = 21 20 mg/
[ DA WAL Tndz, FREE 24 IRIE IR T 1,600 m/ T
Hotze REFERE TIE Na & ClOHEM R (Na 54.6
mEq/day, Cl 50.4 mEq/day) 23 8HE (B Tg 34hbb
120 mEq/day) it L L <A L Tz, Ca$itts I3k
HEIPAA (88.2 mg/day) T, FRH Ca/Cr b 0.19 L IEH i
PTH o7, BEEREME Tl Cor O ERT (559 ml/

Table 1. Laboratory findings on admission (1)
CBC Blood chemistry(2) Arterial blood gas
Hb 16.6 g/dl ZTT 0.4k/u pH 7.433
Ht 46.6 % GOT 161U/ml pCO, 36.8 mmHg
RBC 52X 104/ ul GPT 16 1U/m! pO, 94.0 mmHg
WBC 10,000/ ! LDH 3141U/m! HCO, 24.2 mmol/!
Neut 72.0% Al-P 1231U/ml BE 0.8 mmol/!/
Ly 20.3% yGTP 26 1U/m! Sa0, 97.3%
Mo 5.9% Na 135 mEq// Immunology
Eo 1.3% Cl 91 mEq/! 1gG |,820 mg/dl
Ba 0.5% K 2.39mEq/! IgA 218 mg/dl
PIt 28.5% 104/l Ca 10.2 mg/d/ IgM 194 mg/d!
Blood chemistry (1) Mg 2.2mg/dl C, 92 mg/d/
TP 7.9g/dl P 3.4 mg/dl Cy 34.6 mg/d/
Alb 5.2 g/dl UA 7.0 mg/d! CH 50 50.0 U/ml
Gl al 0.2g/dl BUN 12 mg/dl ANA (-)
a? 0.7g/dl Cr 0.7 mg/dl aDNA-Ab 1.9U/ml/
s 0.6 g/d/ FBS 135 mg/dl aSS-A/RO (=)
% 1.3g/dl Endocrinology aSS-B/LA (=)
A/G 1.95 Plasma renin activity
TC 198 mg/d!/ (PRA) 20.1 ng/ml/hr
TG 126 mg/d!/ Plasma aldosterone
(PAC) 224 pg/ml
c-PTH <0.6ng/ml
|,25(0H),D  24.8 pg/m!
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Laboratory findings on admission (2)

Table 2.
Serology Urine chemistry
CRP <0.3mg/d! Na
RF <20 1U/m! cl
ESR I8 mm/hr K
TPHA (=) Ca
HBs-Ag (=) P
HCV-Ab (=) UA
Urinalysis UN
Protein (=) Cr
Sugar (=) Ca/Cr
0.B. (+) Renal function
Sediment Cer
RBC 5~9/hpf Fishberg test
WBC 5~9/hpf
Cast (=)
NAG 14.70/1
BMG 83 ug/!
Citric acid <20 mg/l
Urine volume |.6 //day

NH,Cl loading test

54.6 mEq/day Urine pH
50.4 mEq/day before 7.5
23.1 mEqg/day after | hr 7.5
88.2 mg/day 2 hr 7.5
390.6 mg/day 3hr 7.0
294 mg/day 4 hr 7.0
4,536 mg/day 5hr 7.5
525 mg/day 6 hr 7.5

0.19

55.9 m//min

|.009(270 mOsm/kg * H,0)
|.010(286 mOsm/kg * H,0)
|.010(282 mOsm/kg * H,0)

calcified

Fig. 1.
renal pyramids

Ultrasonogram showing echogenic,

min) & JRIEHEST DZE L WET (Fishberg  test TIRIGERA
1.010, FRBFEFERA 286 mOsm/kg « H,O) WA oz,
b7 =y L EWRBRCIIARER L IR pH 2870 LTI
ETFSF, IROBHIEEITED &Nz,

BESRESW - JEERE S B A (Fig. 1), REIRE &
(Fig.2), JEEB CT(Fig. 3) CTHEHEE IC—8 L T Al
WER LR OIKALGRSFED s iz,

EAEdR [ SLEEAEAIC 13 PAS Je T 12 {H O SRER RS F
nNTEL, SL4HEFERHTEL Tz, Y O 8{Hic

IRV 2 F T ADREFEE I ZZF LD o T2, 3 EICEE
RERAZEE JGA) ORTE L (Fig. 4a) 3 R & L7z, IE X

Intravenous pyelogram showing diffuse renal

Fig. 2.
medullar calcification

Btz sR o MR & v (L (Fig. 4b) & & 72,
HOEPUARE & B TIOCRERE L IR CEE % 2505
720
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YET NV R AT u CE, JGA WL Er s, BAK
1t % 5 7z Bartter fEfREE & & 2 CWwic, L L, ABE#
D FEM IR R > &, ABNLEERL D 72 8 1981 U2 &
BTAIEY 221 H2~3§E(10~15mg) D A A % i 1
THEY, FICHECHEERED 1| H 2\ L% 0» 2 & h3fHET
LTzo S50, 1986 U & EHE L T DD 72 & Fl
JR¥EZ7u ¥ 3 N1 H20~40mg 2 3ERICH> TR
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Fig. 3.
renal medulla

Computed tomogram showing calcification of

AlLTwizZebbhrolz(ERANCINIE, ZDO®RIEIRA
BEEES L, 92FEDBEEBAL TR L W
) E72, HREACEEVWOEND -7 2, MITEHE
i (Hb, Ht, RBC, WBC & _FF) 234 5 15 7 E ik
ERDH 2 2 L bERENI, ZhoDZ Ehs, Kl
RO OEMIC X RN R RIRE O & LT
KNV = « TP F Ty « TIVRAT O YROT
HEDE U, Bartter FERFFHEPIOER % £ L 72 1% Bartter i
ERECTH B Z EHHIHL 12,

D7, FREFHEL CHBAL TTRIOER Z1Eo 5 X
I, FRAIREIZSHEOBRAL 2w X S HEEL 1996 4
10 H 26 H GEF?) DARESLRIGH 8 D & 2 72, [H4E 10 H
29 o7 AT F B K 600mg(K 20mEq &6/)/H &
2w/ 77 v 25mg/HDONR%E B, FE12AH13
Hiz i3 s Na(BLF, s-Na)135mEq//, I C1LT,
s-C1)95 mEq//, I K(LLF, s-K)3.29 mEq// & diEME
7% &1z, 199741 H B3H» S BERLMERR/FL T
A YR RAY Y 25mg/HZEM, FIF2H21 HiZlEs-
Na 136 mEq//, s-Cl 98 mEq//, s-K 2.92mEq// Ts-K
FEETLCWe, ZZTREIHI0HD S 1E7 A8
¥ Ca 600mg/H, Arwa /77 > 50mg/H, A
YRXZYYS0mg/HE LT, LaL, REIH12HIC
% s-Na 131 mEq//, s-Cl 91 mEq, s-K 3.19 mEq// & s-
Kizw orf@EsnTwiss-Na ks-Cliztr L 52 E
fEL Tz, [[4E8 H 22 Hic 2 [8l H O 35 iR %
HEAT U723 1996 42 10 H 21 Ho & & L [FIR I H B HEE 12
FIARAIKACRD S iz, Bk, BEO O, Wiy
et JEEE RS EOARERICED D 3o T,
SR TIRIMAE Y = 5, M7 VX7 u r OE I T
blholz, 8, BHFIZ 19974410 5 3 HLIE=Z2Z Lk

P

W = e Ak N
Fig. 4. Light microscopy of renal biopsy
a : Mild hyperplasia of JGA is seen. (PAS stain, X 165)

b : Marked interstitial cell infiltration, mild fibrosis and

glomerular obsolescence are seen. (PAS stain, X 82.5)
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HEID O THDIZD PREDOHERICEL phrboTWnd k&
HeE T & B3,
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flid Ca fREBIREND 2 LIIFZ oM poTz, Lo
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HDETLHHONLHHLTY, 2@ CafEit Mz E co
PGE,ZEA G0, SEAIIRMIE B L U~ vV —{REETD
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IEHEFH (021 LIF) Tholelzd, Bfiix7arYizvom
Ca BRFEIIHEINL Thiew & # 2 50, Na - ClLEEED
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F 7z, AR CLIMAE & FR ClLERMER A % 15 9 11 Garel
SWORE L7z CLRZICL 2 BAKL S EE S BB,
Levine 5% Cl R Z 12 PHREOBME S 2 L B H
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—7, AENZELT v =Y AARBR CIROM MR
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