Methylated ctDNA dynamics correspond with clinical tumor load in metastatic lung cancer patients on therapy #5588
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CONCLUSIONS

Figure 2: Workflow overview for Northstar Response. cfDNA (cell-free DNA) molecules are
hypermethylated (blue rectangles) in ctDNA (circulating tumor DNA) compared to normal
tissue at multiple genomic locations (red, green, and blue wavy lines). These cfDNA
molecules at targeted hypermethylated loci are co-amplified with Quantitative Counting _ o _ _ o . .
Templates (QCTs) and sequenced using next-generation sequencing (NGS). This data is « In patients receiving immunotherapy, changes in Tumor Methylation Score at post-treatment 1 are predictive of Future directions
analyzed to calculate the number of methylated molecules at these targeted loci and Time to Treatment Failure
aggregated across all loci to calculate the Tumor Methylation Score.
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 The optimal timing of when to run the assay relative to treatment start needs to be further studied Refe rences
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