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BACKGROUND RESULTS Sensitivity

o Sensitivity was higher in clinically aggressive breast cancers (e.g., triple-negative breast cancer [TNBC], HR-/HER2+ breast cancer, Figure 4) versus hormone-receptor (HR)-positive cancers,
O Breast cancer is the second leading cause of death among women in the United States Participant demographics

o Sensitivity was also higher in breast cancers detected via clinical presentation vs detected via screening (Figure 5) ‘ A .
o Approximately 40,000 women die each year from breast cancer in the U.S! @ Targeted ® WGS A Methylation

o Participants with breast cancer and control participants were comparable

o  Patients diagnosed W|th early .stage bre.ast can(:(.er have a significantly better prognosis than patients with advanced disease at presentation o The majority (82%) of samples from participants with cancer were stage I/I1 Figure 4A. Sensitivity was higher for TNBC vs HR-/HER2+ vs HR+/HER2+ vs HR+/HER2- breast cancer. Includes participants Figure 4C. TNBC was detected at early stages. Includes participants returning a result across all three assays.

o Mammography is the main screening paradigm/standard-of-care o Similarly, the majority (67%) of samples were from participants with HR+ cancer, which was more returning a result across all three assays.

o Mammography does not consistently detect clinically aggressive subtypes likely to be screen-detected than in participants with HR- cancer (60% vs 30%) Subgroup Cases [e—— Ao | Subgroup Cases

o Mammography is problematic in women with dense breasts, has a high rate of false positives, and can result in overdiagnosis? . o U TINBCG BT ke s
grap y p _ 9 P 9 Table 1. Participant demographics. TNBC 51 [ i I i A |
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and remains somewhat controversial® . Targeted and whole-genome bisulfite sequencing (cioNA)
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o New breast cancer screening approaches, ABA ) Wnole-transariptome sequencing (ce1is) F 1 TNBC
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o The Circulating Cell-free Genome Atlas (CCGA) ) ) Figure 4B. HR-/HER2+ breast cancer was detected at early stages. Includes participants returning a result across all i itivi i ia clini i
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center, longitudinal, observational study to support ) cludes participants returning a result across all three assays.
development of a noninvasive assay for multi-cancer detection (Figure 1) Diagnostic Method, n (%)
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o Apreplanned substudy of a WomenOnly Cohort is reported here. Clinical Presentation 85 (37%) 25 (61%) 13 (62%) 39 (74%) 11 (179) . HR-/HER2+ 1 Diagnosis by 187
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