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assay. B. Gemcitabine potentiates the effect of ACR-368 and induces markers of DNA damage in OVCAR3-R cells. C. Sensitization to
ACR-368 by gemcitabine confirmed in a panel of 5 drug induced ACR-368 resistant cell lines. D. Alkaline comet assay show DNA damage in
OVCAR3-R cells treated for 24h with ACR-368 and gemcitabine. E. Quantification of % tail DNA from panel D. F. Sensitization to ACR-368
by gemcitabine validated across a panel of cancer cell lines.

drug. B. CellTiter Glo assay show drug-induced resistance to ACR-368 in OVCARS3-R cells following 72 hours treatment,
compared to OVCARS3 parental cells. C. ACR-368 target engagement was confirmed in both parental and resistant
OVCARS3 cells, while induction of DNA damage marker yH2AX was only observed in OVCARS3 parental cells.

»~ This study demonstrates the potential of AP3 for unbiased elucidation of actionable drug resistance
mechanisms and rapid clinical implementation
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