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INTRODUCTION RESULTS

 EGFRm advanced non-small cell lung cancer (NSCLC)
patients with co-existing de novo MET amplification
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*MET overexpression: = 75% of tumor cells IHC 3+. MET amplification: FISH MET GCN of 25, or MET/CEP 7 =2, or NGSGCN of 25

#ctDNA was analyzed using the Onco Sonar liquid biopsy assay (Genetron Health, China), a hybrid capture-based 172-genes NGS panel.
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