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Introduction Experimental Flowchart

(d Osimertinib is administered as 2" line treatment in NSCLC patients
resistant to 1%t and 2" generation EGFR TKIs.
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extractions Jd In some cases, plasma cfDNA Figure 2. cfDNA fluctuations in plasma samples between baseline and PD for 43

patients based on normalized cfDNA values,* : cases where normalized cfDNA
values are higher in PD than at the baseline

Figure 1. Levey-Jennings graphs for the evaluation of extraction
process based on a) DNA con-centration (copies/pL) of the target
positive control of extraction and on b) normalized positive
control DNA/ICE values

levels were significantly increased
at PD compared to baseline (Fig.2)
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Progression free survival (PFS)
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" - J Patients with higher %MAFs at PD (Group A)
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those that lost EGFR mutations after osimertinib
therapy (Group B) (Fig.4).
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Figure 3. Evaluation of %MAF of EGFR mutations at baseline and at PD,
*: cases where %MAF are higher in PD than at the baseline

Figure 4: Difference in PFS depending on %MAFs
before treatment with osimertinib and at PD
between group A and group B
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Conclusions
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J Crystal dPCR, a highly sensitive technology, allowed to track tumor
evolution through the detection of low abundance EGFR mutations
in cfDNA and CTCs predictive for the treatment outcomes of NSCLC
patients under osimertinib treatment.

Crystal dPCR exhibited high concordance rates in correlation with
the FDA-approved cobas technology.

In some cases, crystal dPCR was more sensitive in detecting the
T790M mutation.
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