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A Case in which Acute Hepatitis-Like Onset, Clinical Features of Autoimmune
Hepatitis, and Positive AMA Test Results Were Seen

Yoichi TANAKA", Jun-ichi NAGATA",
Akiko SAIGUSAY, Teruyo MORINO,

Michiko MAEKAWA", Keiji OZAKT'
Keiko MIYA", Yoshiyuki FUJII*

1) Division of Internal Medicine, Tokushima Red Cross Hospital

2 ) Division of Pathology, Tokushima Red Cross Hospital

Autoimmune liver disease includes two classical cases, ie. autoimmune hepatitis and primary biliary cirrhosis,

and other various forms of variants. The classification and diagnostic criteria for these variant forms have not

been established.

We discribed a case that showed acute hepatitis-like onset accompanied by jaundice, and had negative test

for anti-nuclear antibodies and positive tests for AMA and AMA-M 2 (AMA titer was low at the initial stage,

but elevated after remission). The liver biopsy showed histologic feature of chronic active hepatitis and nonspecific

bile duct lesions. UDCA was ineffective and the effect of SNMC was limited, but low doses of prednisolone

brought a clinical and histological remission. We have reported this case, considering it as an interesting one

from the viewpoint of studying the pathology of autoimmune liver disease and its relationship to autoantibodies.

Key words : autoimmune liver disease, autoantibody, variant
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