EP02.09: Novel Drug Co-Therapy: Cisplatin and the DNA PKcs Inhibitor KU60648
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Figure 2: Dose response curves of KU60648 and Cisplatin showing a KUG0648-cisplatin in A549

similar response to KU60648 in both MSH3 WT cells and a slight
resistance in the MSH3 KO cells. No difference seen in cisplatin
response across all 3 cell lines. Dose-response curves generated in
GraphPad Prism, [inhibitor] vs. response — variable slope (four-parameter). All
data presented as mean + SEM (n=3-5).

« KU60648 is a small molecule inhibitor of DNA-PKcs

« KRAS mutations are a driver of NSCLC.
« The KRAS-mutated A549 cells are resistant to KU60648

cells.
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