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Exploring an effective irinotecan treatment by way of biomarker and a new remedy
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We aimed to develop a more effective treatment for irinotecan, which is an
anticancer drug used for the treatment of gastrointestinal cancer. We elucidated the mechanism by
which cancer cells become resistant to irinotecan. This involved the degradation of topoisomerase I,

the target protein of irinotecan. This degradation process was investigated in detail, and
biomarkers and new therapeutic methods were developed so that the effect of irinotecan on cancer
cells would be stronger. Phosphorylated topol was developed as a biomarker. As a new treatment
method, we discovered a drug that stops the degradation of topoisomerase 1.
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