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Figure 1. Study Overview. (A) Princess Margaret Cancer Centre cohort overview, including targeted plasma Burden. Representative, RECIST-evaluable, individual patients showing paired ~ Patients were enrolled cross-sectionally so pre-treatment timepoints are not participants whose SV fingerprints were generated from deep cfDNA WGS. The x-axis indicates REFEREN CES

collection timepoints. (B) Workflow of the Pathlight assay. WGS is performed on DNA from FFPE tumor tissue,  longitudinal ctDNA dynamics (TGM, navy, left y-axis, log scale) and radiographic available for some patients. Left anno’Fatlon bars indicate receptor subtype | days from first plasma collection and the y-axis shows ctDNA quantification. Red circles indicate

followed by identification and ranking of somatic SVs. Orthogonal validation of selected SVs is then performed sum of longest diameters (SLD, mm, orange, right y-axis). Each panel depicts a (orange: HER2+, blue: ER+/HER2-, red: TNBC) and clinical response status (grey: detectable ctDNA and grey circles indicate not detected. Shaded regions denote lines of
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