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Background Results

= |ntra-tumor heterogeneity and the prevalent loss-of-function (LoF) mutations within DNA damage repair
(DDR) genes constitute salient hallmarks of high-grade ovarian malignancies -2

Figure 2. Patient therapeutic history and timeline

Figure 4. RECIST and tumor marker response
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- In patients with ovarian cancer, overall response (OR) was 25%, clinical benefit rate (CBR) was 75%, and median
progression free survival (PFS) was 35 weeks 4 ‘ ‘

- Intumors with BRCA1/2 mutations previously treated with a poly ADP-ribose polymerase inhibitor (PARPI),

CBR was 48% and responses were seen beyond hereditary breast and ovarian cancers # Platin +
paclitaxel

Weekly paclitaxel + bevacizumab camonsertib + gemcitabine

Progression free interval: 16 months
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= Additionally, both preclinical and clinical studies have demonstrated the synergy of camonsertib in

combination with gemcitabine which potentiates the effects of ATRi 3° & S Best Response: Minimal - SD 1
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Figure 3. Summary of retrospective genomic profiling = A partial RECIST 1.1 response was observed at 4 months and sustained

= At 13 months, the target lesions began increasing in size (-50% to -43%), after which the target lesions
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