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A pregnant woman with nephrotic syndrome and focal segmental lesions
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A 32-year-old woman was admitted at 36 weeks’ gestation because of increasing proteinuria and
generalized edema. At the time of admission, serum creatinine was 1.3 mg/d/, and urinalysis demonstrated
4+ protein and 2+ occult blood. During her pregnancy, her blood pressure had been in the normal range.
A normal healthy female neonate was delivered by caesarean section at 38 weeks’ gestation. After delivery,
the woman’s 24-hour urine protein excretion was 11 g/day and serum albumin was 1.4 g/d/ , hence
nephrotic syndrome was diagnosed. Eleven days after delivery, a renal biopsy showed focal segmental
lesions with glomerular epithelial cell injury. She was given 50 mg/day prednisolone and after a month,
her 24-hour urinary protein excretion decreased to 2 g/day. One year later, she achieved complete
remission. Although she had a relapse of nephrotic syndrome after twenty—one months, steroid therapy
again achieved a good response.
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Table. Laboratory findings on eight days after delivery
Peripheral blood Urinalysis

WBC 8, 600//.([ Na 139 mEq/! protein =300 mg/d/
RBC 3.016X10%/ul K 4.4mEq/l  glucose 0.1g/dl
Hb 9.8 g/d!/ Cl 110 mEq/! u-RBC 30~50/1 F
Ht 28.4% Ca 7.0 mg/dl u-WBC 10~20/1F
Plt 42.1%10%/ ul P 6.8 mg/dl hyaline cast |~2/F
Transferrin 98.8 mg/dl granular cast I/I~5F
Blood chemistry epithelial cast I/I~5F
TP 3.8 g/dl Serological test fatty cast | /WF
Alb I.6g/dl  IgG 235mg/dl  NAG 42.3 /1
BUN 40.3 mg/d/ IgA 188 mg/d!/ u-al MG 112.8mg/l

Cr 4.27 mg/dl IgM 208 mg/dl
UA 7.1 mg/dl IgE 429.51U/ml protein 10.7 g/day
GOT 13U/ c3 188 mg/d!/ Cer 7.78 mi/min
GPT 6U/l Cc4 64 mg/dl FENa 1.79%
LDH 665 U// CH 50 39.5U/m! selectivity index 0.55

v-GTP 15U/1 HBeAg —

T-Cho 537 mg/dl HCVAb —

TG 525 mg/dl HIVAb —
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Fig.1. Clinical course
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5z THRE 1,000~1,500 m//day # 3B 5 & 3 7 0 —XhE
BEOWE R L, 2% 13 HE &Y 2580 MgET
B & ORERIANEEE DZIE, SRERAIR RIS M B
ZHB L L TN R G X 2 PR %= BA,
Stk 22 HEHW 7 b a7 o B 5RMhE, BB
U7z BAMROMRBGR T O SRBRIEI KB/ R R EE O
A2l & L7z segmental  lesion 2372 & L » 5,
FSGSERDE R &% 2 7z, #0232 HH, Alb1.3g/dl,
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day FAZA L, 1| A 14 HEBE L 72, BBESR, IREHIZES
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Fig.2. Light microscopic findings of biopsy specimens
(PAS staining)
a. The glomeruli show vacuolization and swelling of glomer-
ular epithelial cells.

b . There is a segmental lesion with adhesion, and foam cells,
which suggests a glomerular tip lesion.

¢ . Regenerating flattened tubular epithelium, detachment of
epithelial cells and non-uniform nuclei can seen.

A A THFE (FREE 10.8 g/day) LIz 7D AT a A F 5L
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Electoron microscopic findings of biopsy specimens

The specimen shows diffuse glomerular epithelial foot process effacement

and an enlarged subendothelial space.
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