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Establishment of mouse infection model of HCV
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We established mouse immortalized hepatocyte cell lines that stably expresses
four HCV receptor candidates (hCD81, hSR-B1, hCLDN-1, hOCLN) and liver-specific micro RNA, miR-122.
Although this cell line permits HCV entry and slight replication of HCV-RNA and virus protein expression
were observed upon infection with HCV, efficient replication of HCV-RNA and production of infectious

particles were not detected. Then, we could not obtain mouse-adapted HCV that can propagate efficiently
in mouse cell lines.
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