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An initial sample set of n=360 (50% of randomized patients) was selected for

this preliminary study to assess correlation of ctDNA for EGFR and KRAS

analysed on archived plasma samples compared to EGFR and KRAS status

from diagnostic archival tumour tissue

Primary endpoint

* Correlation of ctDNA for EGFR and KRAS analysed on archived plasma
samples compared to EGFR and KRAS status from diagnostic archival
tumour tissue
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Despite the lapse between tissue sampling and extensive

prior therapy, 216 results of EGFR from tissue analyses
(wildtype or mutant) were confirmed by ctDNA analysis
(Figure 1a)

In addition, 47 T790M mutations were identified not
detected previously in tissue, presumed to be acquired
resistance due to prior therapy

CONCLUSIONS

* Banked archival plasma samples can yield acceptable concordance
for ctDNA EGFR mutations and KRAS mutations compared with
tumour tissue analysis

* Concordance between plasma and tumour analysis from banked
samples is complex and must include consideration of assays used,
sensitivity of the assays and collection time points with respect to

Secondary Endpoints 206 KRAS tissue mutation results (wildtype or mutant) were prior treatments

* ctDNA EGFR and KRAS status in patients with unknown EGFR or KRAS  confirmed by ctDNA analysis (Figure 1b) * ctDNA can identify a range of mutations on banked plasma samples
status * Analyses of additional baseline samples and serial samples is

* Incidence of additional gene mutations identified from ctDNA planned
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