Abstract #2153 Cyclin E1 protein overexpression sensitizes ovarian cancer cells to azenosertib (ZN-c3),
a novel, selective and orally bioavailable inhibitor of WEE1
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Figure 2. Cyclin E1 overexpression sensitizes isogenic HGSOC cell lines to Figure 5. Increased synergy between azenosertib and chemotherapy is
azenosertib observed in Cyclin E1high HGSOC cell line
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A. Two different CDK2 siRNAs significantly reduced CDK2 protein expression in Cyclin E1high OVCAR4 cells before and during azenosertib treatment. CDK2 protein

level was determined by WB at day 3 and day 6 after transfection -e- Vehicle ~®- Vehicle
B. CDK2 knockdown desensitizes OVCAR4 cells to azenosertib. After 3 days of CDK2 siRNAs transfection, OVCAR4 cells were treated with azenosertib for 3 days. ~+ Azenosertib 60 mg/kg " Azenosertib 60 mg/kg qd
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