HB 2235 2009 5 51(8) : 1086-1090.

iE fl

PPRERITEREIDE I & 2 WRTEFIES RN E B 2 5 4,
ZFETEEE N & HR 0 % B U 720 N TP AS A ]

HMmHm A @A -EH Kl HRE o
KR Eadbdhr KK &

An adult male with chronic renal failure due to reflux nephropathy that was possibly induced
by neurogenic bladder since childhood
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A 38-year-old male with impaired renal function and serious anemia was admitted to our hospital. He had
suffered from a disorder of urination since early childhood and been diagnosed as having neurogenic bladder by
an urologist when he was 20 years old. Since February 2007, general fatigue emerged and gradually worsened.
In addition, he began to feel nauseous around February 2008. He visited a family doctor and was diagnosed
with renal failure and anemia both of which were serious. He was referred to our office and admitted immedi-
ately because his blood test showed a serum creatinine level of 4.4 mg/dL and hemoglobin of 3.1 g/dL. The ini-
tial study with ultrasonograhy suggested that both kidneys contained multiple cysts for the most part, likely due
to hereditary polycystic kidney disease. However, a subsequent series of diagnostic imaging tests, including com-
puted tomography and magnetic resonance urography, determined that the cause of renal failure was most likely
reflux nephropathy due to secondary vesicouretral reflux induced by the chronic neurogenic bladder. Moreover,
the upper gastrointestinal endoscopic examination showed that the cause of anemia was probably the persistent
bleeding from gastric antral vascular ectasia. Reflux nephropathy emerges in early childhood and slowly pro-
gresses to chronic renal failure in some cases. According to the literature, it is not rare as a cause of end-stage
kidney failure even among adult populations. Diagnostic imaging of severe reflux nephropathy is apparently
similar to that of polycystic kidney disease. We herein present an adult male with chronic renal failure due to
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reflux nephropathy, the images of which were similar to polycystic kidney disease.
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Table. Laboratory data on admission
Urinalysis Blood cell count GPT 71U/mL
pH 6.0 WBC 5,600/ uL LDH 167 IU/L
Protein — RBC 194 x10%/uL CK 76 1U/L
Glucose — Hb 3.1g/dL Fe 14ug/dL
Occult blood 1+ Ht 121 % TIBC 404ug/dL
RBC 3~5/HPF MCV 62.01 fl Ferritin <3.0ng/mL
Protein 10 mg/dL MCH 16.0 pg CRP 0.1 mg/dL
Cr 44.0 mg/dL MCHC 25.6 % Hormones
B,MG  3754ug/L Pit 25.8 X 10%/uL BNP 68.5 pg/mL
NAG 29U/L  Blood chemistry HANP 82.3 pg/mL
Protein  0.264 g/day TP 7.2g/dL EPO 823.2mU/mL
Na  244.2 mEqg/day Alb 4.4 g/dL Aldosterone 10.1 ng/dL
K 48.2 mEqg/day UN 49 mg/dL Reninactivity =2.4 ng/mL/hr
Cr 4.4 mg/dL Cystatin C 2.47 mg/L
Na 139 mEg/L  Blood gas(Room air)
CL 109 mEq/L pH 7.33
K 6.2 mEq/L pO, 119 mmHg
Ca 8.2 mg/dL pCO, 31 mmHg
P 4.5mg/dL HCO,~ 16 mmHg
T-BIl 0.5 mg/dL BE -92
GOT 71U/mL
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Fig. 1. Ultrasonography of kidneys
a : right kidney, b : left kidney
Both kidneys contain many enlarged cyst-like structures, which are apparently
similar to polycystic kidney disease.

Fig. 2. Abdominal and pelvic CT
a ! pre-treatment, b ' post-treatment
The enlarged cyst-like structures in both kidneys are connected to each other,
which are indicated by white arrows. Urinary bladder is filled with the residual
urine and both ureters are dilated from the site of connection with the bladder.
These findings suggest that they are a markedly dilated renal pelvis and renal
calices rather than large cysts.
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Fig. 3. MR urography
The MR urography clearly shows the dilations of renal
calices.
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Fig. 5. Clinical course
Hb : hemoglobin, Cr : creatinine, BTF : blood transfusion
Anemia improved immediately after the blood transfusion treatment, and
administration of omeprazole and iron. Serum creatinine levels did not
improve in spite of self-catheterization of the residual urine and distig-
mine administration.
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Fig. 4. Upper gastrointestinal endoscopy
A black arrow shows the lesion of bleeding from
gastric antral vascular ectasia.
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