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A case of hepatitis B virus carrier complicated with nephrotic syndrome

and Takeo GOTO

Department of Internal Medicine, Takasago Municipal Hospital, Hyogo, Japan

We report a patient, a 23-year-old man, who was a hepatitis B virus(HBV) carrier complicated with
nephrotic syndrome. He was admitted to our hospital because of generalized edema and massive ascites.
Laboratory data on admission were as follows : proteinuria 9,850 mg/day, Cr 2.7 mg/d/, BUN 73 mg/d/,
albumin 1.9 g/d/, cholesterol 501 mg/d/, GOT 231U/I, GPT 191U/l, HBsAg(+), and HBeAg(222.7).
Since his nephrotic symptoms were seriously complicated with renal failure, we selected steroid therapy for
nephrosis preference. His renal function was improved and the urinary protein decreased immediately, but
his liver function deteriorated. The renal biopsy revealed focal mesangial proliferative glomerulonephritis.
Immunofluorescent examination revealed slight deposits of IgG, IgM, and C; along the glomerular
basement membrane and mesangial matrix. He was not compliant and often stopped taking the steroid
therapy, thereby causing nephrosis to recur each time. After all, nephrotic symptoms have been well-
controlled with cyclosporin and steroid. In spite of the seroconversion of HB virus by formation of HBe
antibody, mutant HBV infection continued. The fact that liver biopsy revealed severe lymphoid infiltration
at the portal area suggested chronic active hepatitis.

His clinicopathologic course suggests that HBV-associated nephropathy does not always remit as
there are some cases in whom hepatitis remains in an active state even after seroconversion, due to its
mutant status. In these cases, the long-term prognosis of HBV nephropathy has not been defined. Further
study is necessary to establish the optimal treatment for HB nephropathy in adults.
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Laboratory findings

MATR CEMAKZRD, BT I - TEARZZD 1203,
Table.

Peripheral blood ALP
WBC I, 080/,ul GOT
RBC 581 X IO“/,ul GPT
Hb 18.0g/d/ LDH
Ht 51.7% ¥-GTP
PLT 36.9%10*/ul LAP

Urinalysis ChE
glucosuria (=) ZTT
proteinuria 3+) TP
occult blood (=) Alb
hyaline cast | ~4/hpf a,Glb
granular cast | ~4/hpf FBS
waxy cast LI CRP
leucocyte cast L STS
fat drop (+) Chol

Blood chemistries HDL-C
T-BIl 0.4 mg/d/ LDL-C
D-Bil 0.0 mg/d/ TG

98 1U/1 Cr 2.7mg/dl
231U/1 BUN 73 mg/d/
191U/1 UA Il.1 mg/dl
3601U/1 Cer 27.8 m//min
201U/1 Na 131 mEq/!
2591U/1 K 4.9 mEq/!
|.42 APH Cl 99 mEq/!
0.2U Ca 6.9 mg/d!
4.1 g/dl CHso 37.0U/ml
1.9g/dl C, 84 mg/dl
30.7% C, 39.8 mg/d/
92 mg/d/ ASO 134 U/ml
0.1 ASK 80 f&

(=) HBsAg (+)

501 mg/d/ HBsAb (=)
52 mg/dl HBeAg 222.17
393.2 mg/d!/ HBeAb 0.0
279 mg/dl HCV-1I (=)
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First renal biopsy Second renal biopsy
Liver biopsy
i oribi Ciclosporin mg/day
PSLmg/day Mizoribine mg/day aze \
£ pn
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i i
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HBe antigen #
200 A HBe antibodym
300 Proteinuria BV Pro GELMA _ Mutant 70%
(g/day) '99.4.2.
200 2 10
100 1 L]
0 o o] I -
TG Jully Dea, Ape. Nov. Vo Feln M. July
DNA polymerase (CFM) 1608 4392 1325 13836 3761 4353 52 15392 427 4
HBV DNA(TMA) (LEG/mI) 5.8
—8 GPT(IUN) 4——a Alb(g/dl) mmmma  Profeinuria/day

Fig. 1.
PSL : prednisolone

Clinical course

HBV PreC(ELMA) : 83th point mutation at preC lesion G — A (enzyme linked mini-sequence assay)
HBV DNA(TMA) : HBV DNA transcription mediated amplification, Normal =3.7 LEG/m/
DNA polymerase : HBV DNA polymerase, Normal <30 CPM

Light microscopic findings of the first renal biopsy
a : This revealed focal mesangial proliferative glomerulonephritis. (PAS stain, X 100)
b : Glomerulus of the first renal biopsy demonstrating mild proliferation of mesangial cell and matrix.

Fig. 2.

(PAS stain, X 400)
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Fig. 3.

Light microscopic findings of the second renal biopsy alb

a : This revealed mesangial proliferative glomerulonephritis, focal fibrosis of matrix and atrophy of uriniferous

tubule. (PAS stain, X 100)

b : Glomerulus of the second renal biopsy demonstrating sclerosing mesangium more than that of the first biopsy
specimen and segmental thickening of the glomerular capillary walls. (PAS stain, X 400)

Fig. 4.
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Light microscopic findings of the liver biopsy specimen, demonstrating severe lymphoid alb
infiltration at portal and hepatic loble area. (HE stain, a : X 100, b : X 400)
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