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It has been reported that glomerulosclerosis with IgA deposition is likely to be complicated with alcoholic
liver cirrhosis. On the other hand, it is said that complications of nephrotic syndrome or rapidly progressive
glomerulonephritis (RPGN) are relatively rare. We experienced two patients with alcoholic liver cirrhosis compli-
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cated with RPGN syndrome who had obtained favorable outcomes through the use of steroids and immune sys-
tem Suppressors.

Case 1 was a 55—year-old male. He was being treated for alcoholic liver cirrhosis, but as bloody urine was
noticed macroscopically, his renal function rapidly decreased. Specimens from a renal biopsy showed endocapil-
lary proliferative lesions accompanying necrotic lesions. Granular deposition of IgA (IgA1)and C3 was seen
along the capillary walls and in the mesangial areas. After the combined treatments of bilateral palatotonsillecto-
my, three courses of steroid semi-pulse therapy and post-therapy with steroids and mizoribin (MZR) were start-
ed, his hematuria and proteinuria disappeared and renal function improved markedly.

Case 2 was a 37-year-old male with alcoholic liver cirrhosis complicated with hepatic encephalopathy.
Although he was being treated at another hospital, nephritic syndrome occurred with rapidly worsening renal
function and massive ascites. After continuous drainage of the ascites, we performed a renal biopsy. Mild prolif-
erative lesions and notable wrinkling, thickening and doubling of the basal membrane were seen. Crescent for-
mations were found in about half of the glomeruli. The fluorescent antibody technique showed positive pictures
of IgA (IgA1) and C3. When three courses of steroid semi-pulse therapy and post therapy with steroids and
MZR were combined, his proteinuria and serum Cre level decreased and stagnated ascites markedly decreased.

The two cases were diagnosed as having secondary IgA nephropathy induced by the deposition of the IgA1l
derived mainly from the intestinal tract, which had increased in the blood due to alcoholic liver cirrhosis. Active
use of immune system suppressor therapy was effective.
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Table 1. Case 1 : Laboratory findings on admission
Urinalysis Blood chemistry Serological test
pH 55  AST 171U/L  CRP 0.35 mg/dL
Protein (2+) ALT 10IU/L  IgG 1,661 mg/dL
1.3g/day  LDH 2151U/L  IgA 648 mg/dL
Glucose (=) r-GTP 80IU/L  IgM 127 mg/dL
Occult blood (8+)  T-BIl 12mg/dL  C3 109 mg/dL
RBC 50~99/HPF TP 6.2g/dL  C4 17 mg/dL
WBC 5~9/HPF  Alb 2.8g/dL  CH50 58.3 U/mL
Epithelial casts 20~29/WF  BUN 22.2mg/dL  ANA (=)
Granular casts 10~19/WF  Cre 2.11mg/dL  Cryoglobulin (=)
Red blood cell casts UA 10.5 mg/dL MPO-ANCA <10
10~19/WF  Na 145mEq/L  PR3-ANCA <10
K 3.9mEg/L  Anti-GBD antibbody (=)
Blood cell count Cl 111 mEq/L
WBC 7,900/uL  Ca 8.2 mg/dL
RBC 3.82x10%/uL P 4.8 mg/dL
Hb 12.4g/dL  T-Cho 209 mg/dL
Hct 366% TG 113 mg/dL
Plt 147%x10%/uL HbA,, 6.7 %

Fig. 1. Case 1 : Abdominal computed tomography on admission
A : Liver cirrhosis pattern (surface is irregular, edge is dull) is observed.
B : Bilateral kidneys are enlarged slightly.
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Fig. 2. Case1 : Clinical course
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Fig.3. Case 1 : Light microscopic findings of the renal

biopsy (PAM stain, original magnification X 400)
Endocapillary proliferative lesions accompanying necrotic
lesions can be observed in the glomerulus.
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Fig. 4. Case 1 : Immunofluorescence staining of the renal
biopsy (original magnification X 400)

a : Granular deposition of IgA1 is observed along the capil-
lary walls and in the mesangial areas.

b : Granular deposition of IgA2 can be observed.
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Table 2. Case2 : Laboratory findings on admission

Blood chemistry

Urinalysis

pH 6.0
Protein (4+)

8.3 g/day
Glucose (=)
Occult blood (3+)
RBC =100/HPF
WBC 10~19/HPF

Epithelial casts 1~4/WF
Granular casts 1~4/WF
Red blood cell casts

5~9/WF

Fatty casts ~ =100/WF
Blood cell count

WBC 8,300/ 1L
RBC 3.67x10%/uL
Hb 11.4 g/dL
Hct 33.7%
Plt 159 X 10%/uL

AST
ALT
LDH

r-GTP

T-Bil
TP
Alb
BUN
Cre
UA
Na
K

Cl
Ca
P
T-Cho
TG
NH3

Serological test

42 1U/L CRP 0.93 mg/dL
231U/L IgG 1,163 mg/dL
290 IU/L IgA 893 mg/dL
43 1U/L IgM 94 mg/dL
0.6 mg/dL C3 71 mg/dL
5.4 g/dL C4 18 mg/dL
2.2g/dL CH50 55.0 U/mL
53.5 mg/dL ANA (=)
4.54 mg/dL Cryoglobulin (=)
5.6 mg/dL MPO-ANCA <10
142 mEq/L PR3-ANCA <10
5.0 mEq/L Anti-GBD antibody (—)
110 mEq/L
7.8 mg/dL
6.5 mg/dL
261 mg/dL
185 mg/dL
89 ug/dL

Fig. 5. Case 2 : Abdominal computed tomography on admission
A : Liver cirrhosis pattern and massive ascites are present.
B : Bilateral kidneys are not atrophic.
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Fig. 6. Case 2 : Clinical course

proteinuria (g/g=Cre)
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a : Mild proliferative lesions and notable wrinkling (black arrow), thickening and doubling of the basal membrane (white
arrows) can be seen in the glomerulus. (PAM stain, original magnification X 400)
b : Crescent formations are found in about half of the glomeruli. (PAS stain, original magnification X 400)

Fig. 8. Case 2 : Immunofluorescence staining of the renal biopsy (original magnification X 400)

a : Granular deposition of IgA1 is present along the capillary walls and in the mesangial
areas.

b ! Granular deposition of IgA2 is not observed.
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K% B 72 (Fig. 7b) o PRANE VBN (X 2RI PR 2 1 5
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541, heat shock protein (HSP) 60 1 b &9 % Z L 2315
T2, BT IgA BHE O R BRAAIIC 13 14-3-3 BB 1
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