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WFIERE R OB EL (F30) : We hypothesized that mutations required for cancer development
are created by an enzyme called AID, which induces mutations not only in antibody genes
to diversify antibody repertoire but also in other tumor-related genes. In this study, we
obtained three lines of evidence supporting our hypothesis: (1) AID exists in cancer of liver
and stomach associated with hepatitis virus and Helicobacter pylori infection, respectively,
(2) a mouse strain expressing AID in liver is prone to develop liver cancer, and (3)
AID-deficient mice are resistant to experimental skin cancer induction.
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