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A Male Case of Lupoid Hepatitis Associated with Hepatocellular
Carcinoma after 10 Years’ Immunosuppressive Therapy
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A male patient with lupoid hepatitis associated with hepatocellular carcinoma is reported,

A 57-year-old man was diagnosed as having lupoid hepatitis in 1980 on the basis of
liver dysfunction, hypergammaglobulinemia, negative HBs antigen, positive LE cell, LE test,
antinuclear antibody, anti-DNA antibody and liver histology of chronic active hepatitis. He had
received immunosuppressive therapy from 1980 to 1989 and liver dysfunction had improved.
In December 1988, his serum AFP was elevated to 1659,9 ng/ml and ultrasonography, computed
tomography and magnetic resonance imaging showed a massive space occupying lesion in the
right hepatic lobe,

Abdominal angiography showed tumor vessels and tumor stains., Serum anti-HCV antibody
was negative. He was diagnosed as having hepatocellular carcinoma, He died in March 1989 and
the histological findings showed posthepatitic type liver cirrhosis and Edmondson II+I1II type hepa-
tocellular carcinoma, Shinshu Med. J., 38 : 298—299, 1990
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Table 1 Laboratory data on admission

Urinalysis ZTT 7.9 0
Protein (£) TTT 42 U
Sugar (—) NH3 25 pg/dl
Urobilinogen (N+) BUN 32 mg/dl
Bilirubin (=) Cr 0.8 mg/dl
CBC Na 137 mEq/1
WBC 14,000 /mm? K 4.0 mEq/1
Band 18.0 % Ci 107 mEq/1
Seg 72.0 % Serological examination
Lymph 1.0 % CRP 18.0 mg/dl
Baso 3.0 % HBsAg (-)
Eosino 0.0 % anti-HBs ()
Mono 6.0 % anti-HBc (x200) 28 %
Atyp. Lymph 0.0 % anti-HCV (=)
RBC 204% 10* /mm? AFP 1,659.9 ng/ml
Hb 8.9 g/dl CA19-9 224,0 U/ml
Ht 27.3 % CEA 2,7 ng/ml
Plt 16, 0% 10* /mm? IgG 2,659 1U/ml
Coagulation IgA 378 IU/ml
TT 48 % IgM 133 1U/ml
PT 13.2 sec RA 30.0 IU/ml
APTT 33.3 sec LE test (—)
FDP 10 ug/ml LE cell (=)
ESR 35 mm/hr ANA x 820
Blood chemistry anti-DNA 3.3 U/ml
TP 4,7 g/di anti-SS DNA 1gG 70 U/ml
Alb 2.2 g/dl anti-SS DNA IgM 2 U/ml
r-gl 0.8 g/dl anti-DS DNA  IgG 10 U/ml
T. Bil 1.0 mg/dl anti-DS DNA 1gM 1 U/ml
GOT 43 1U/1 anti-RNP (=)
GPT 17 1U/1 anti-Sm ()
LDH 341 1U/t anti-SS-A (—)
ALP 5.8 K-AU anti-SS-B (=)
7-GTP 17 1U/1 AMA (-)
Ch-E 0.9 ApH ASA (-)
T-Chol 68 mg/dl ICG R15 19 %
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Fig. 1 Clinical course of the case. ANA :antinuclear antibody, CAH : chronic active
hepatitis, LC :liver cirrhosis, HCC : hepatocellular carcinoma
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Fig. 2 Ultrasonography shows a huge echo-
genic mass in the right hepatic lobe.
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Fig. 3

Computed tomography follow-
ing injection of intravenous
contrast medium shows a slightly
enhanced mass in the right
hepatic lobe and a large tumor
near the pancreatic head.

Fig. 4
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Magnetic resonance imaging of
the case.

a Tl-weighted image (SE 500/
29). The tumor in the right
hepatic lobe is shown as a
slightly low intensity mass.

b T2-weighted image (SE 2000/
80). The tumor in the right
hepatic lobe is shown as a
high intensity mass.

fEMEEZE Vol. 38



FFafas 2 A0 L e By B 1 PR

Fig. 5 Digital subtraction angiography shows tumor vessels and tumor
stains in the right hepatic lobe. a: early phase, b: late phase

5Hg6
Histological findings of necropsy.
a Non-tumorous part reveals
liver cirrhosis of post-
hepatitic type. (Azan, X 30)

b Tumorous part reveals
hepatocellular carcinoma of
Edmondson I +1I type.
(HE, x80)
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