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Deeper understanding of the immunopathogenesis of hepatitis B is needed to
develop an effective therapy for terminating HBV infection. The aim of this study was to gain
comprehensive insight into the immune response to HBV at the transcriptional level. Highly sensitive
transcriptome analysis of newly developed HBV model mouse in which HBs antigen is expressed in a
liver-specific and time-controlled manner showed that immunological status of inflamed liver was
Thl-biased but concomitantly immunosuppressive. The unexpected upregulation of co-inhibitory genes
observed in our model implies that adaptive immunity against HBV is regulated by the balance between
stimulatory and inhibitory forces as early as the acute phase of infection. In another series of
experiments, transcriptome analysis of HBV-infected cells was also performed. The results showed that HBV
does not induce a measurable innate immune response in the hepatocytes.
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