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Introduction

Circulating tumor DNA (ctDNA) analyses are informative as an early * The tumor-agnostic WBC-informed approach maximizes the number of evaluable « ctDNA mR was correlated with DCB in all patients and in the 10 group.

indicator of immunotherapy (I0) response in advanced non-small cases with detectable ctDNA while maintaining the overall accuracy for mR, by * Patients with mR had significantly longer PFS {Iog rank p<0.001).
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Fig.1. Swimmer’s plot and sample disposition (NCT05995821)
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initiation provides potential for early interception of primary therapy resistance.
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