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Research on the mechanism of tumorigenesis by A20 dysfunction in HCV-infected B cells
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WFFER B OMEEL (353C) : In this study, we investigated the mechanism of tumorgenesis by
A20 dysfunction in HCV-infected B cells. We found that A20, a negative regulator of the
canonical NF—kB pathway, was dramatically enhanced and partially cleaved in HCV-infected
B cells. When the possibility of A20 cleavage by HCV NS3 protease was examined, the direct
result, which shows the A20 cleavage by its protease, was not obtained. We also found that
MALT1 was enhanced in CHC B cells. Thus, this observation suggests that enhanced expression
of MALT1 in HCV-infected B cells may cleave A20.
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