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Regulation of Genome Stability in Medaka
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Carcinogenesis is a disease that appears through diverse and complex factors
and processes. In order to elucidate the complex mechanism, model animals that can verify the
biological processes responding to each factor are useful. We established medaka mutants in which
all individuals develop colorectal cancer in an age-dependent manner. In this study, we aimed to
characterize this highly carcinogenic system at the molecular level, and performed detailed analyzes
of genomic structural abnormalities and gene expression in cultured cells and cancer cells.
Furthermore, to elucidate biological interaction with the genome damage response pathway network, we
observed the phenotype of double mutants with other gene mutations. From the above analysis, it was
found that this highly carcinogenic system has extremely high similarity to a specific subtype of
human colon cancer among several subtype classes.
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