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Abstract: A 24-year-old man with primary focal segmental glomerulosclerosis
(FSGS) with severe tubulo-interstitial change is reported. He was first noticed to have
proteinuria on an annual medical checkup at his school in June, 1986. He was referred to
our hospital for evaluation of proteinuria. The laboratory tests revealed moderate
proteinuria (1.8 g/day) and normal renal function. The renal biopsy showed mild mesan-
gial proliferative glomerulonephritis with mild tubulo-interstitial change. As his renal
function gradually declined, the second biopsy was performed in November, 1990. Tubulo
-interstitial change got worse compared to the first biopsy. Because creatinine clearance
was gradually decreasing (57 ml/min in July 1993), the third biopsy was performed. The
biopsy specimen contained 12 glomeruli, of which only one showed segmental sclerosis.
Then a diagnosis of idiopathic focal segmental glomerulosclerosis was made 7 years after
manifestation of proteinuria. This case suggests that in FSGS tubulo-interstitial change
advances more conspicuously than glomeruli do, and that it takes long duration to make a
diagnosis.
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Table 1. Laboratory data on 3rd admission

Urinalysis Serology
pH 5.5 Plt 10.8X10* /ul CRP 0.7 mg/l
protein 1.8 g/day ESR 17 mm/hr ASO 51 Todd
glucose ) RA (CD)
occult blood (G) Blood biochemistry HBs-Ag (CD)
ketone bodies - T-bil. 0.8 mg/dl HCV-Ab =
Sediments GOT 15 10U/ ANA (=)
RBC 1-4/HPF GPT 8 1U/1 anti-DNA Ab (GD)
WBC 1/5-9 HPF v-GTP 12 u/1 IgG 1,100 mg/dl
hyaline cast 1/1-5 HPF ALP 15  10/1 IgA 95 mg/dl
LDH 308 1U/1 IgM 183 mg/dl
Hematology Scr 1.6 mg/dl IgE 103 U/ml
RBC 448X 10* /ul BUN 22 mg/dl C3 87 mg/dl
Hb 14.7 g/dl TP 6.9 g/dl C4 30.4 mg/dl
Ht 41.1 % Albumin 4.6  g/dl CH50 36 U/ml
WBC 5,900 /ul TC 202 mg/dl
stab 5 % TG 54 mg/dl Renal function
seg 75 % glucose 87 mg/dl NAG 9.2 U/l
eosino 1 % Na 140 mEq/1 B-MG 362 ug/day
baso 0 % K 4.4 mEq/l Cer 59 ml/min
mono 3 % Cl 102 mEq/1

lymph 16 %
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Fig. 2. The first renal biopsy. There are small
foci of tubular atrophy and fibrosis with
mononuclear cell infiltration (Periodic
acid Schiff staining, X100).
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The second renal bio
spread foci of tubular atrophy and fibrosis.
One glomerulus shows global sclerosis
(Periodic acid Sciff staining, X100).
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Fig. 4. The third renal biopsy. A glomerulus
shows hypertrophic and segmental sclero-
sis with hyperplasia of visceral epitherial
cells (Periodic acid Schiff staining, X 100).
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