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B. Distribution of large scale transitions (LSTs), a surrogate of genomic instability. LST was measured as n of
chromosomal breaks between adjacent regions of at least 10 Mb.

OUtcomes on ARSi & Taxa ne Thera pies C. Prevalence of 5 representative cancer gene copy number alterations.

Presence of Phenotypic CTC Subtypes Prognosticate Worse
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digital pathology for a series of phenotypic features. Unsupervised
clustering of CTCs along their imaging-based features identified 15
phenotypically distinct CTC subtypes (Type A-O) (Ref: Scher et al.
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