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Adiponectin and Nonalcoholic Fatty Liver Disease
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Nonalcoholic fatty liver disease (NAFLD) is associated with obesity, type Il diabetes mellitus, insulin resis-
tance and is considered as hepatic manifestation of metabolic syndrome. A strong association exists between
adiponectin and metabolic syndrome. Besides insulin resistance, adiponectin is linked with pathobiology of NAFLD
and also plays an important role in the pathogenesis of NAFLD and nonalcoholic steatohepatitis (NASH). We be-

lieved that in the future, adiponectin may have potential roles in the diagnosis, follow-up or treatment of NASH.
(J Intern Med Taiwan 2007; 18: 70-77)
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