Real-World Utilization of Tissue-Free ctDNA Monitoring In Patients With Breast Cancer
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FIGURE 1: Consort Diagram result of ctDNA TF positive vs negative with single vs multiple timepoints. time of PET CT. Orange dashed line indicates time of therapy change. B) PET CT scans taken pre and post addition of AKT

inhibitor (at Day 280 and Day 341 from the time of first F1Monitor test).

treatment response and emerging resistance. (Figures 3, 7, 8)
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