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Development of hepatic encephalopathy during steroid therapy for hepatic IgA nephropathy
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We present a case of a 45-year-old man without any history of renal insufficiency or urinary abnormalities. He
complained of abdominal bloating and was diagnosed with Child-Pugh class B alcoholic cirrhosis. He was admit-
ted to a local hospital for the treatment of ascites. Based on his initial serum creatinine (sCre) level of 2.67 mg/dL,
diuretics were administered. His sCre level reached 5.00 mg/dL 2 weeks following the admission. His renal func-
tion did not improve despite discontinuing diuretics. Subsequently, he was transferred to our hospital.

At our hospital, renal insufficiency with heavy proteinuria, microscopic hematuria, and cellular casts were
observed (sCre * 5.93 mg/dL and urinary protein : 7.1 g/gCr). Renal biopsy revealed mesangial proliferative glo-
merulonephritis with crescents. Immunofluorescence staining for IgA and C3 revealed a granular pattern in the
mesangial region. Based on the laboratory and pathological findings and his history of liver cirrhosis, a diagnosis
of hepatic IgA nephropathy was made. On the basis of several reports suggesting beneficial effects of steroids on
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hepatic IgA nephropathy, we planned to start pulse steroid therapy. Diuretics were administered as we observed
right pleural effusion. During the course of the treatment, hepatic encephalopathy was developed. Diuretics were
discontinued because we initially suspected diuretic-induced hypovolemia as a causative factor for hepatic enceph-
alopathy. However, we had to resume diuretics because of the recurrence of right pleural effusion. Besides hypovo-
lemia, an enhanced protein catabolism by steroids was suspected as another causative factor because the adminis-
tration of steroids was followed by an elevated blood urea nitrogen level and the development of encephalopathy.
Both refractory and prolonged hepatic encephalopathy was observed, which resulted in withdrawal of the steroid
therapy. Taken together, it is important to consider that steroid therapy for hepatic IgA nephropathy can cause

hepatic encephalopathy.
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Table. Laboratory findings on admission
Urinalysis Blood chemistry Immunological test
pH 6.0 CRP 0.35 mg/dL IgG 2272 mg/dL
Protein 3+ AST 63 IU/L IgA 577 mg/dL
7.12 g/gCr ALT 52 |U/L IgM 112 mg/dL
4.90 g/day LDH 310 IU/L C3 106.9 mg/dL
Occult blood 3+ T-Bil 0.8 mg/dL C4 20.1 mg/dL
Sugar =) TP 7.7 g/dL CH50 58.4 U/mL
RBC >100/HPF Alb 2.8 g/dL ANA )
WBC 10~19/HPF (Alb 44.7%, a4 3.7%, 0 9.3%, Anti-SS-A Ab )
Epithelial casts few/LPF B 10.6%, r 31.7%) Anti-SS-B Ab =)
Granular casts few/LPF BUN 92.2 mg/dL Cryoglobulin =)
Dysmorphic RBC + Cre 5.983 mg/dL MPO-ANCA  <0.5 IU/mL
B2MG 461 pug/gCr UA 9.1 mg/dL PR3-ANCA 0.6 IU/mL
NAG 42.0 U/gCr Na 135 mEqg/L Anti-GBM Ab =)
Na 26 mEq/L K 5.1 mEq/L HBs Ag =)
UN 534 mg/dL cl 102 mEq/L HBs Ab =)
FENa 1.4% Ca 8.9 mg/dL HCV Ab =)
FEUN 42.1% P 6.2 mg/dL HIV Ab =)
Bence-Jones protein =) T-Cho 181 mg/dL RPR =)
LDL-C 90 mg/dL
Blood cell count HDL-C 66 mg/dL Venous blood gas
WBC 9890 /uL TG 127 mg/dL pH 7.282
RBC 3.59x10% uL HbA1c 51% pCO, 51.0 mmHg
Hb 11.9 g/dL PO, 24.8 mmHg
Hct 35.7% Coagulation HCOs 23.5 mmol/L
Plt 11.1x10%uL PT-INR 1.12 Base excess -3.5 mmol/L
APTT 28.5 sec Aniongap  16.2 mmol/L
Lactate 1.29 mmol/L

Fig. 1.
Massive right pleural effusion was observed.

Chest X-ray on admission Fig.2. Abdominal CT : two months before admission
Atrophy of the right lobe, liver surface irregularity, and a large
amount of ascites were observed. No evidence of spleno-

megaly was observed.



108 JTFME TgA BREICAT S 2 2 7 a4 FigEIciFEiE2 & 72 L7 141

Fig. 3. Renal biopsy findings
a : Increase in mesangial matrix and a fibro cellular crescent were observed. (PAS staining, x400)
b : Tubular atrophy with vacuolar change and interstitial fibrosis were observed. (HE staining, x200)
¢, d : Immunofluorescence staining for IgA and C3 revealed granular pattern in mesangial region. (c : IgA, d : C3)
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