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Generation of the HCV-infectable mouse-an animal model for inflammation cancer
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Experimental plan expected that short promoter has no transcriptional activity t
0 synthesize HCV genome RNA. Unexpectedly, the transgenic mouse showed that they produce HCV genome RNA in
hepatocytes and also viral particles into serum. Using the mouse serum from the transgenic mouse, the vir
us infected Huh7.5.1 cells and produced Core protein in the cytoplasm. This means that the virus was infec
tious.
Next we investigated whether the HCV genome RNA can replicate in the mouse hepatocytes. When the replica
tion inhibitor was injected into the abdomen of the mouse, the RNA copy number was decreased by 30% in the
hepatocytes and serum. This result showed that mouse replication factor(s) were competent for viral RNA r
eplication as human factor(s) do.
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