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A case of hepatitis C virus-associated glomerulonephropathy presenting with
MPO-ANCA-positive rapidly progressive glomerulonephritis

Naoya IGAKI, Miyuki NAKAJI, Rintarou MORIGUCHI, Hiroyuki AKIYAMA,
Fumihiko TAMADA, and Takeo GOTO

Internal Medicine, Takasago Municipal Hospital, Hyogo, Japan

We report a case of hepatitis C virus-associated glomerulonephropathy presenting with MPO-
ANCA-positive, rapidly progressive glomerulonephritis (RPGN).

A 60-year-old woman was admitted to our hospital for evaluation of RPGN. Laboratory evaluation
revealed microhematuria, proteinuria (800 mg/day), anemia, renal failure (blood urea nitrogen 27 mg/d/,
serum creatinine 2.2 mg/d/), cryoglobulinemia, hypocomplementemia, positive MPO-ANCA (232 EU), and
hepatitis C virus infection (GOT 58 IU//, GPT 38 IU//, HCV-RNA (PCR) 1,200 kcopy/m/, serotype 1).

After admission, the patient’s renal function and anemia deteriorated rapidly, then prednisolone (30
mg/day) was started. After treatment her renal function gradually improved, then a renal and liver biopsy
was performed. The renal biopsy revealed six sclerosing fibrous crescentic glomeruli in twelve glomeruli.
Immunofluorescent examination revealed granular deposits of IgG, C;, and fibrinogen along the glomer-
ular basement membrane and mesangial matrix. The pathogenesis of RPGN in this case may relate to the
deposition of immune complexes in the glomeruli because immunofluorescent examination was revealed
to be the immune-complex type, but not pauci-immune type nephritis. Liver histology revealed chronic
active hepatitis with mild piecemeal necrosis and did not reveal vasculitis. Although her renal function was
improved after treatment with prednisolone, she suffered from pulmonary manifestations (dry cough etc.)
on the 120th hospital day. Suddenly she died because of pulmonary hemorrhage on the 180th hospital day.

These findings suggest that various HCV-induced immunological abnormalities, such as positive
MPO-ANCA, cryoglobulinemia and hypocomplementemia, play an important role in the pathogenesis of
this RPGN, although we could not demonstrate deposition within glomeruli of immune complexes
containing HCV. The effect of interferon therapy on such immunological abnormalities remains to be
documented. Since interferon is known to have immunomodulatory effects, we selected corticosteroid
therapy. Future studies need to focus on the optimal treatment strategy for hepatitis C virus-associated
glomerulonephritis.
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Laboratory findings

Peripheral blood Blood chemistries

WBC 5,6|0/,ul T-BIl 0.7 mg/dl
RBC 287x 10* D-Bil 0.3 mg/d/
Hb 9.8 g/dl ALP 94 1U/1
Ht 27.2% GOT 58 1U/1
PLT 17.4%10* GPT 381U/1
Ret 4 %o LDH 2181U/1
Urinalysis y-GTP 241U/1
Glucosuria (=) LAP 1401U/1
Proteinuria (+) ChE 0.29 APH
Occult blood (3+4) ZTT 21.5U
Urinary cast (=) Cr 2.2mg/dl
BUN 27 mg/dl

UA 4.9 mg/dl

Na 138 mEq/!/

K 4.0 mEq/!

Cl 103 mEq/!/

Ca 8.5 mg/d/

Chol 97 mg/d/ Fe 70 ug/dl
HDL-C 29 mg/dl Ferritin 274 ng/dl
TG |13 mg/dl CHso 34.4U/ml
TP 7.0g/dl C, 48 mg/dl
Alb 3.5g/dl C, 20.4 mg/dl
FBS |14 mg/dl ASO 99 U/ml
HbA, . 4.4% ASK X 640
CRP 0.1 MPO-ANCA 232 EU
RF gu/! C-ANCA (=)
STS (=) AMA (=)
HBsAg (+) ANA (=)
HBsAb (+) Cryoglobulin (+)
HBcAb (+) IC(Cyq)

HCV- 1l (+) under I.5,ug/ml
Serotype | antiGBMab (=)
HCV-RNA antiLKM-1 (=)

|, 200 kcopy/m!
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Fig. 1. Clinical course

PSL : prednisolone, CPA : cyclophosphamide, m-PSL :
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Fig.2. Light microscopic fmdmgs of renal biopsy specimen, demonstrating scle-
rosing fibrous crescentic glomerulus, mild tubular atrophy and interstitial
infiltration consisting of mononuclear cells (PAS stain, X 200)

Fig.3. Immunofluorescence staining of glomerulus Fig. 4. Light microscopic findings of liver biopsy speci-

showing granular deposition of IgG along the GBM men, demonstrating small lymphocyte infiltration
and mesangial matrix (IgG stain, X400) into portal region (HE stain, X200)
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Chest X-P demonstrating pulmo-
Ll (Fig. 5) 3% 2 o iz, AF VTV R=Vna v nary hemorrhage
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