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INTRODUCTION SUMMARY

Clinical validation studies have shown that early dynamic
changes in circulating tumor DNA (ctDNA) tumor fraction

e Quantitative longitudinal changes in ctDNA tumor fraction (TF) stratified patient outcomes in a real-world advanced

(TF) can predict clinical outcomes. Yet few studies have pan-cancer cohort treated with ICIs as early as 6 weeks after starting treatment
explored the clinical value of longitudinal monitoring , , : . . : : :
throughout the course of treatment. Here we evaluate e A longitudinal ctDNA TF molecular biomarker may be a usetul clinical decision-making tool for monitoring treatment

assoclations between longitudinal changes in ctDNA TF
and clinical outcomes in an advanced real-world
pan-cancer cohort of patients treated with immune

checkpoint inhibitors (ICIs). RESULTS

response to ICIs
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(95% CI 6.9 mo. - NA), nMR =17.0 mo. (95% CI 13.1 mo. - NA).
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