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BOR, best overall response; bTMB, blood-based tumor mutational burden; mut/Mb, mutation per megabase; PD, progressive disease; Dashed line represents the mean value of all mean VAFs measured at that particular time point across all patients. ctDNA, circulating tumor DNA; D, day; PD, progressive disease; PR, partial response; SD, stable disease; V2, visit 2.
PR, partial response; SD, stable disease; TMB, tumor mutational burden. D, day; EOT, end of tfreatment; VAF, variant allele frequency; W, week.
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