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A Case of Transient Pseudohypoaldosteronism Secondary to
Ureteropelvic Junction Obstruction

Jungi Choi, M.D., Hyewon Hahn, M.D.
Young Seo Park, M.D. and Han Wook You, M.D.

Department of Pediatrics, University of Ulsan College of Medicine,
Asan Medical Center, Seoul, Korea

We report a 2-month-old boy who presented with severe hyponatremia and hyperkalemia
secondary to ureteropelvic junction(UPJ) obstruction. By prenatal ultrasonography at 19
weeks of gestation, severe hydronephrosis was found which was confirmed postnatally. Pye-
loplasty was done on the 45th day of life, and fifteen days after pyeloplasty, non-bilious
vomiting, decreased activity and dehydration developed. Severe hyponatremia and hyperka-
lemia were observed, as a result of elevated serum aldosterone and plasma renin activity.
The anterior posterior pelvic diameter(APPD) and Society for Fetal Urology(SFU) grade
measured showed no interval change before and after pyeloplasty. Pseudohypoaldosteronism
was diagnosed, and 2M NaCl was administrated orally for 7 days. The electrolyte imbalance
was corrected, and 8 weeks later, the elevated levels of aldosterone and plasma renin activ-
ity were normalized. The left hydronephrosis was improved at 5 months of age. We hereby
report a transient pseudohypoaldosteronism secondary to UPJ obstruction with a review of
the literature. (J Korean Soc Pediatr Nephrol 2004:8:91-95)
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Fig. 1. Renal ultrasonography shows severe hy-
dronephrosis and cortical thinning of left kidney
on the 70th day of life(15 days after pyeloplasty).
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Fig. 2. MAG3 scan shows obstructive response
(T1/2 >20 min) of left kidney after furosemide in-
fusion at 3 months of age.
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Fig. 3. Renal ultrasonography shows improvement
of hydronephrosis and cortical thinning of left kid-
ney at 5 months of age.

Table 1. Laboratory Findings During the Treatment
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Fig. 4. MAG3 scan shows improvement of ob-
structive response in left kidney after furosemide
infusion at 5 months of age.

Age(day) Renin(ng/mL)  Aldosterone(pg/mL) Na(mEg/L) K(mEq/L) tCO2 Treatment
73 >20 4370 128 5.8 14.3

77 - - 129 6.2 17.9

89 39.52 7510 132 4.2 22.1 NaCl
96 21.7 2160 135 45 23.8 NaCl
103 3.79 552 142 49 26.8 NaCl
117 2.07 107 140 46 22.3 NaCl
132 0.97 68.5 143 4.2 23.6 NaCl
163 0.66 61.4 143 45 24.6 NaCl

reference range : plasma renin activity 0.68-1.36 ng/mL, aldosterone 35.7-240 pg/mL
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