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Investigation of novel pharmacological vulnerabilities of 9p21-deleted bladder cancer cells
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Background

Generation and characterization of 9p21 locus isogenic pairs
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Drug screening workflow and validation
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*Methotrexate (MTX), raltitrexed (RTX) and cytarabine were confirmed
in dose-response viability assays performed with several HT1197 WT
and 3KO clones.

Conclusions and future plans
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