HE 458 2002 ; 44(8) : 806-812.

1 B R (12 HUR B PR BRI LARE (FSGS) 12 X %
F 7 u—theRitz kL, A7 v A4 F, LDL gk

ICCTEMLZ 1H

A case of focal segmental glomerulosclerosis (FSGS) complicated with chronic hepatitis B
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and treated with steroid and LDL apheresis

Akinobu TAKAKI*, Atsuko NAKATSUKA, Chikage SATOU, Yasuyoshi IWATA,
Hiroshi IKEDA** and Masaki FUKUSHIMA *

A 52-year-old man was admitted to our hospital because of nephrotic syndrome. He had been
monitored at our outpatient clinic for chronic hepatitis B, and had experienced histologically proven
minimal change nephrotic syndrome at the ages of 40 and 51 years. Because of HBsAg positivity in his
serum, steroid therapy was withheld in his earlier episodes and he recovered from nephrotic syndrome
spontaneously. However, in the most recent episode the nephrotic syndrome was found difficult to control
and the findings of renal biopsy showed FSGS, which is not expected in HBV-associated nephropathy.
Finally, prednisolone was administered at the dose of 40 mg/day for four weeks, after which the dose was
tapered. LDL apheresis was also administered three times because of the patient’s incomplete response to
prednisolone. His proteinuria was reduced from>10 g/day to<I g/day, but the ALT levels and HBsAg
titer increased. With stronger neominophagen C induction and very careful tapering of glucocorticoid,
ALT levels and the HBsAg titer decreased. During the two-year period since the induction of glucocor-
ticoid therapy, urinary protein excretion has been maintained at less than 1 g/gcr, and ALT levels and
HBsAg titer have not increased.

We conclude that attention must be paid to dose modification of steroid therapy and strategies without
immunosuppressive agents such as LDL apheresis should be considered in the case of treatment of
nephrotic syndrome with HB virus.
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Clinical course before admission
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Table.  Laboratory findings on admission

Urinalysis Blood chemistries Serology

pH 5.5 TP 3.9g/d/ CRP <0.3mg/dl
protein (3+) 9.7 g/day Alb |.6g/dl 1gG 391 mg/d/
glucose (=) TCH 539 mg/d/ IgA 182 mg/d!/
occult blood 3+) TG 203 mg/d/ IgM 76.2 mg/d!/
Sediments AST 251U/1 c3 |15 mg/dl
RBC | ~3/hpf ALT 1310/1 c4 39. | mg/d!

oval fat body (+) LDH 41710/1
hyaline cast | ~3/hpf BUN 22 mg/dl CH 50 46.4 U
fatty cast 3/hpf Cre I.41 mg/dl ANA < X20
UA 6.4 mg/dl cryoglobulin (=)

Renal function test Na 139 mEq//
24 hrCcer 71 m!/min K 4.1 mEqg/I HCV Ab (=)
Cl 109 mEq// HBsAg (+) 34.8U/ml
CBC Ca 3.6 mEq/! HBsAb (=) 0.0mU/ml
WBC 7,600/l FPG 89 mg/dl HBeAg (=) 0.9%
RBC 3.81X |06/,ul HBeAb (+) 98.7%
Hgb 12.3g/dl HBcAb (X 1) (+)  98.2%
Hct 35.5% HBcAb (X 200) (£) 51.4%
Plt 31.3% 104/l DNAp (=) I'l cpm

a : Light microscopy of the Ist renal biopsy : showing minor glomerular abnormalities. (PAS stain, X 200)

b : Electron microscopy of the Ist renal biopsy : showing footprocess effacement and no mesangial proliferation.
(%2,000)

¢ : Light microscopy of the 2nd renal biopsy : showing minor glomerular abnormalities. (PAS stain, X 200)

d : Light microscopy of the 3rd renal biopsy : showing segmental scar of glomerulus with adhesion to Bowman’s capsule.
(PAS stain, X 200)
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