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Introduction Results: Ovarian cancer

= The combination of lunresertib (lunre), a PKMYT1 inhibitor, and camonsertib, an ATR

Results: Endometrial cancer

Clinicogenomic landscape of Lunre BM in metastatic ovarian cancer Clinicogenomic landscape of Lunre BM in metastatic endometrial cancer p53 mutant and high-risk endometrial histologies (enriched for Lunre BM+) have poor
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Figure 4: (A) Univariate and (B) multivariate Cox-proportional hazards models for metastatic ovarian cancer patients. Figure 7: (A) Univariate and (B) multivariate Cox-proportional hazards models for metastatic endometrial cancer patients. uterine carcinosarcoma; UEC, uterine endometriod cancer; USC, uterine serous carcinoma; WT, wild-type.
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