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WFZERC R OMEEE (L) : We already reported that DNA double-strand break (s) (DSBs) repair
are related to chromosomal deletions / aberrations. And this result suggested that
aberrations of DSBs repair are reflected to some parts of tumorgenesis and developments
in pancreatic cancer. In this study, we examined that the relationship of tumorgenesis
in pancreatic cancer and aberrations of DSB repair genes. At first, we selected three
DSBs repair genes, H2AX, MSH2 and ATM, and examined amount of expressions of these genes
at surgical specimens. At the same time, we examined localizations of these genes at
surgical specimens. At last, we will compare some clinical or pathological information

and the expressions of these genes (on going).
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