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Fatty liver is a common problem to many people. Most people overlook the fatty liver as they do to obesi-
ty. There are different subgroups in nonalcoholic fatty liver disease. The prognosis of simple steatosis is good.
However, the prognosis of nonalcoholic steatohepatitis is different. 7 % to 17 % patients of nonalcoholic steato-
hepatitis may finally progress to liver cirrhosis. The risk groups of nonalcoholic steatohepatitis are the patients of
obesity, hyperlipidemia, and diabetes mellitus. It is necessary to perform liver biopsy to differentiate simple steato-
sis from nonalcoholic steatohepatitis. There is no correlation between the severity of pathologic findings and the
level of AST, ALT. There is no enough evidence to show which medicine can significantly change the natural
course or prognosis of nonalcoholic steatohepatitis except weight reduction. It is necessary to do more studies
to help us to understand the natural course and treatment of nonalcoholic steatohepatitis in the future. (J Intern

Med Taiwan 2005; 16: 253-259 )



