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The utility of cancer therapy targeting DNA damage repair system against
gastrointestinal cancer
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In this study, we investigated the usefulness of novel therapies for
gastrointestinal cancers targeting ATM and ATR, which play crucial role in DNA repair mechanisms. We
found that inhibition of ATM and Chkl, a downstream factor of ATR, alone had antitumor effects and

enhanced the effects of L-OHP, a conventional antitumor drug. Combinations of ATM and Chkl
inhibitors showed synergistic antitumor effects, and in vivo studies have shown that drugs that
target these DNA repair mechanisms may induce tumor immunity. In this study, the usefulness of KRAS
a?d BRAF gene mutations as biomarkers for anticancer drugs targeting DNA repair mechanisms was not
clear.
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