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A Case of Bartter Syndrome with Muscle Weakness and

Short Stature

In Sung Kim, M.D., Ju Hyung Kang, M.D., Yun Hei Shin, M.D,,
Dong Kuk Lee, M.D., Soon Nam Kim, M.D., and Ki-Soo Pai M.D.

Department of Pediatrics,
Ajou University, School of Medicine, Suwon, Korea

Bartter syndrome is a rare disorder characterized by the association of hypokalemic

hypochloremic metabolic alkalosis, hyperreninemia, hyperaldosteronemia, short stature

and nephrocalcinosis. This disorder presents with hyperplasia of juxtaglomerular

apparatus on renal biopsy.
We experienced a case of late-onset Bartter syndrome with nephrocalcinosis in a

9-year-old boy, whose chief pictures were muscle weakness, short stature, persistent
sterile pyuria and microscopic hematuria. We report this case with a brief review of

related literatures. (J Korean Soc Pediatr Nephrol 2002 ; 10 : 259-65)

Key words @ Nephrocalcinosis, Muscle weakness, Short stature, Bartter syndrome, Hy-

pokalemia
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27 9ot ABSH AANNAE FE 4

Ao Grade NVAE9 A AZHEY
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AApAA - dd 2
T 7,070/mm’, A4 133 g/dl, AP EH
& 37.5%, %i% 433,000/mm’e1 Gk, @3
AsldL& Na' 135 mEg/L, K 2.3 mEq/L,
Cl" 96 mEg/Lolith 98 72224 pH
750, PaO; 186 mmHg, PaCO 286 mmHg,
HCOs 22.7 mmol/L (room air) A2 R o
1 gAssl HAY BUN/Creatinine 22.6/0.6
mg/dL, Ca/LP 8.7/49 mg/dL, Mg 2.0 g/dL

ojith. & AtelAq ¥l 1010, pH 7.0
ol g, @M AEE HEHA ¥dm,

[AAL AARY ¥ F 7} 2570/HPF G th 2441
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A 25-125)%l e, AdetEd Hxe
1109 mL/min/1.73m%0] At} 7+4H4 j =
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Fig. 1. KUB shows calcification in the medu-

llary portion of both kidneys.
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Fig. 2. Abdominal Ultrasound scan demostra-
ting well defined calcification in the

medullar portion of right kidney.

Fig. 3. Intravenous pyelogram shows symmetr—

icaly well defined calcification in the

medullary portion of both kidneys.
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perfusion and function
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Aldactone(mg/kg/day) 25 25 25 125 20 ] N
N - o] ogotell A Fol wla] F HE, EFF o
Na+ (mEq/2) 135 139 140 136 135 139 134 138 - ra o)
) O S L TR
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RECUHPE) P Lo 30 01 o gFeME HCOZ 30 mEg/Leld, §
g pH 745 o449 diAbd dzejdse] gl
a2 & e 9 ey % Lrsdse] g5Ed

Atk ALl A ¥ Fo] il 1.0100] 3=
Bartter §o2 1962 Bartter 5ol 9  x Q2o A2 Holz Ay e =
1 ol el | Zeds o

5 %
stel Ag lwd E¥ Adom oy 9 213 deny @wo) vebd 7 g

° ha

ob7l, 53 678 hlA 14 Apole] HEEHE Gitelman 5'7-& Bartter 2379 °F 20%
BrT, AFFAS Helw AROR “8A o Auviaug8zo g sgou
obE7Iv Aade] JdH )= drt B soloA] vlauvlgxe Fao)dy o

£ Fol Gobld AU FU WD ox 07 T2 SRR prostaglanding ¥
o 28 Aadr) ofd A7 MEAYE w w ¥z 18744 9 AHerythropoietin)
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