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Fig 1. The specimen consists of a small atrophic kid-
ney, weighing less than 2.6 gm and measuring 3x2x1 cm.
The capsule is previously torns apart from that, the sur-
face is smooth and grossly unremarkable. On cut section,
the number of renal lobes are reduced with only two iden-
tifiable pyramids. The parenchyma is firm and pale.
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Fig 2. Lower power photograph of left kidney reveals
decreased number and increased size of glomeruli.
Chronic tubulointerstitial lesion and slight increased
mesangial cellularity are seen. (H&E, x40)
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Fig 3. Comparison of the increased glomerular
size(Rt.) to that of glomerulus from age-matched benign
recurrent hematuria(Lt.) (H&E, x200 Lt., x 100 Rt.)
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Fig 4. Lower power photograph of left kidney reveals
decreased number and increased size of glomeruli.
Irregular dilated tubules, interstitial inflammatory infil-
trates and mild fibrosis are seen. (H&E, x40)

Fig 5. Comparison of the increased glomerular
size(Rt.) to that of glomerulus from age-matched benign
recurrent hematuria(Lt.) (H&E, x 100)

Fig 6. Gross finding of left kidney shows decreased
size. Corticomedullary junction is indistinct with slight
dilatation of calyx in the left kidney. The surface is
smooth and has no scarring.
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Fig 7. Lower power photograph of left kidney reveals
decreased number and increased size of glomeruli.
Interstitial inflammatory infiltates and fibrotic change are
seen. (H&E, x40)
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Fig 8. Comparison of increased glomerular size(Rt.) to
that of glomerulus from age-matched benign recurrent
hematuria(Lt.) (H&E, x100)
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=Abstract=

Successful Transplantation of 3 Cases of Oligomeganephronia

Hyun Chul Bae, Ji Hong Kim, Pyung-Kil Kim Yoo Seon Kim*, Kiil Park*
Hyun Ju Jeong**, In Jun Choi**

Departments of Pediatrics, Surgery*, Pathology**, Yonsei University,
College of Medicine, Seoul, Korea.

Oligomeganephronia is a rare congenital form of bilateral renal hypoplasia histologically characterized by reduction
in number and hypertrophy of nephrons. Clinically, this condition is presented in early infancy with vomiting, polyuria,
polydipsia and dehydration. The problems are readily corrected, but slowly progressive renal failure follows accompanied
by failure to thrive, short stature, and renal osteodystrophy. We experienced three cases of oligomeganephronia. Case 1.:
A 32/12 years old female child was incidentally diagnosed as renal failure at age of 2 months when she was hospitalized
due to pneumonia. She had open renal biopsy and was diagnosed as bilateral dysplastic kidney. On OPD follow-up, she
progressed to end-stage renal failure (BUN/Cr 114/4.6 mg/dl) and had renal transplantation. The specimen was shrunk
remarkably and light microscopy showed oligomeganephronia. Case 2.: A 14 8/12 years old female child with protein-
uria was detected in an annual urine screening program for school children, she was diagnosed as renal failure (BUN/Cr
33.9/4.1 mg/d), and had 5x4x3 cm sized mass on abdominal CT scan. She had renal biopsy, and the specimen showed
oligomeganephronia. She had hemodialysis for six months, and renal transplantation along with bilateral nephrectomy
was performed. Case 3.: A 14 8/12 years old male child was diagnosed having chronic nephritis and chronic renal failure
at 3 years old, progressed to end-stage renal failure (BUN/Cr 87/9.6 mg/dl) on OPD follow-up, and had a rephrectomy and
renal transplantation. The biopsy specimen showed oligomeganephronic hypoplasia, secondary focal segmental glom-
erolosclerosis, and chronic interstitial nephritis. We report 3 cases of oligomeganephronia that progressed to end-stage
renal failure and had successful renal transplantation with a brief review of related literatures.

Key words:Oligomeganephronia, renal transplantation, end-stage renal failure
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