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Molecular progression defined
by longitudinal ctDNA dynamics
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Backaround Validation Iin an independent pan-cancer cohort Molecular progression provides independent and incremental
9 predictive information beyond radiographic assessment
Applying the identical landmark mPD classifier (C3D1) to an independent multi-site pan-
cancer cohort (n = 72) — including immune monotherapy and chemo-lO — reproduced Versus centrally-reviewed RECISTv1.1 (~9 weeks), mPD was equivalent for PFS and showed
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but only ~20% to 30% of patients achieve durable benefit, making early identification of identified 7/36 patients (~20%) with occult progression and markedly worse survival.
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Beyond C3D1, longitudinal monitoring captured emerging progression at any on-treatment § ;é
Study Schema timepoint. These TMS increases preceded clinical and radiographic events by ~9 to 11
weeks, which may be a potentially actionable window to escalate, change, or hold therapy. ' Non-mPD [
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Median age 67 . Primary AHN Cohort (n = 65): a clinically reportable increase in Median Lead Time:77 days Median Lead Time: 63.5 days (A) and OS (B); (C, D) Paired-sample lead pased ctDNA monitoring with single-timepoint fold-change measurements.
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