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ATR function could be different between normal and cancer cells
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Novel anti cancer drug targets




Goal:

By analyzing the ATR signaling pathway that regulates the DNA
replication stress resistance which is a hallmark of cancer cells, we
will identify a druggable signaling pathway and establish a molecular
basis for future novel molecular targeted drug development
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Our Strategy to identify specific ATR substrates in transformed cell

Normal cells Transformed cells
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Possible applications of Drug A targeting ATR substrate X (Independent of driver mutations)

General risk factor-:---»
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(f Other options

EGFR ® Sensitize conventional chemotherapy and radiotherapy
i ] ® Work for tumor derived from a wide variety of organs
U """"""""" ® p-X antibody as a predictive biomarker for ATR inhibitor

Unknown

Ultra-early treatment: Cancer prevention




