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WFFER RO (3532) : The outcome of autoimmune hepatitis (ATH) over a long follow-up
period compared with that of the general Japanese population as well as that among
patients. Repeated relapses of AIH are significantly associated with a poorer long-term
prognosis. AIH patients can expect a similar prognosis to that of the general population,
provided that they are adequately managed with continuous low doses of
immunosuppressive therapy, especially after the first relapse. A complex interplay of
several cytokines, especially pro-inflammatory and Th17 cytokines and regulatory T cell
suppression by IL-12p40 may play a pivotal role in the pathogenesis of AIH. The roles of
HLA haplotypes and several gene polymorphisms in determining primary biliary cirrhosis
susceptibility and progression were clarified by SNP analysis including genome-wide
association study.
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