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Somat'F activating mutations in Epidermal Growth Fadof Receptor Patients and histomolecular characteristics Efficacy of combinations Molecular alterations and therapies combinations
(EGFR) is detected in approximately 15% of lung adenocarcinoma.

Osimertinib is a third-generation, irreversible EGFR tyrosine kinase From 14 centers in France, 55 patients were included. . o . _
inhibitors with greater potency and selectivity against both the Real world PFS data was available for 54 combinations. Median follow-up was 16.7 months
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target resistance (up to 25% of patients progressing on Osimertinib). GFR mutation type at diagnosis E E
Other infrequent but potentially druggable mechanisms include 19 deletion 37(67.3%) g & EGFR L861Q + G724S + T790M O + afatinib (1)
e : : : L858R 14 (25.5%) S S
ERBB2 amplification, BRAF mutations and oncogenic fusions - 2 (7.2% z z e/ ——— 0 + praseltinib (2)
involving RET, ALK, ROS1, BRAF.... — ‘ - >
Irst line treatment - " - o ALK rearrangement O + crizotinib (1)
. _ . . Osimertinib 23 (41.8%)
The last guidelines by European Society of Medical Oncology P —— AR n - L FGFR1 amplification O + erdafitinib (1)
(released in May 2022) on the management of EGFR-mutant NSCLC Chemoth  (10.9% | | | | | ) . | |
: : : L. emotherapy (10.9%) o > 10 15 20 0 5 10 15 HER2 amplification O + trastuzumab (1)
recommend performing a biopsy at progression to determine if new Combination Line Time (months) Time (months)
targetable mutation is present. In such cases, treatment with the Second line 20 (36.4%) N of patents 54 - o 1 0 N of patents 35 17 . 0 Tolerance
. . ] i atris atris
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The COMPOSIT study is a French national cohort reporting the * Erlotinib n=8; Gefinitib n=10; Afatinib n=6 53 - The frequency of drug interruption due to AE was 12.7% (7 patients).
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used to overcome resistance by clinicians.
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