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Classification, prognosis and pathogenesis of alcoholic liver injury

Soichiro Terada, Syouiti Nagahashi and Tatsuo Sugihara
Department of Internal Medicine, Hamamatsu Red Cross Hospital

Abstract

The classification and prognosis of alcoholic liver injury (ALI) were discussed, comparing
patients admitted to Hamamatsu Red Cross Hospital. From April 2001 to March 2003, there were
59 admitted cases with alcoholic liver injury. The rate of these cases was 23.4% of all admitted
cases with liver disease: The rate of patients with ALI infected with HCV was 15.3% (9 cases).
The incidence of hepatocellular carcinoma was 2 cases (3.4%). Four cases (6.8%) died in this
period, and they were all males with severe alcohol intake. Cassification in Japan, the pathogenesis
of and autoantibody appearance in ALI were also discussed. |



