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Development of the novel therapeutic vaccine using persistent viral hepatitis infec
tion model
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Chronic hepatitis C, which is caused by infection with the hepatitis C virus (HCV)
, Is a global health problem. Using a mouse model of hepatitis C, we examined the therapeutic effects of a

recombinant vaccinia virus ngV) that encodes an HCV protein. Immunization with one rVV strain (rVV-N25)
, which encoded nonstructural HCV proteins, suppressed serum inflammatory cytokine levels and alleviated t

he symptoms of pathological chronic hepatitis C within 7 days after injection. Furthermore, HCV protein le
vels in liver tissue also decreased in a CD4 and CD8 T-cell-dependent manner. Consistent with these result

s, we showed that rVV-N25 immunization induced a robust CD8 T-cell immune response that was specific_to th
e HCV nonstructural protein 2. In addition, we propose that rVV-N25 could be developed as an effective th

erapeutic vaccine.
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