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Serial therapy response Methylated ctDNA therapy response monitoring assay using real-world Changes in methylation

GIOUCHOEEREVEIEL TN dataset of NSCLC patients with serial plasma collections profiles can reflect emergence
improved sensitivity of new somatic alterations
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* For tissue-informed assays, not all patients
can be feasibly biopsied to inform liquid biopsy

. . Figure 5. Changes in tumor methylation profile can correlate with appearance of new
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somatic mutations. (A) TMS increased from 90 to 4900 over 4 months (left). At day 119, 113
newly methylated loci were detected contributing about 55% of total methylation indicating a
significant change in tumor methylation profile (right). Somatic alterations were assessed with a
CLINICAL CASE STUDIES CGP assay at Days 0 and 119. (B) TMS values increased yet only 1% of methylation at Day 324
came from loci that were never methylated before Day 266. Concurrently, there was no change in

M ethyla ted Ct D NA Se ri a l m 0 n ito ri n g the diversity of somatic alterations measured at Day 0 and 324 (red).
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