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Abstract: A patient with stage IV lung adenocarcinoma and harboring mesenchymal-epithelial transition factor (MET)
exon 14 skipping mutation, had disease progression (PD) after treatment for 8.5 months with savolitinib, a tyrosine kinase
inhibitor (TKI). Then the results of next generation sequencing showed that MET exon 14 skipping mutation was accompa-
nied with the newly occurred missense mutation of MET exon 19 D1228E and epidermal growth factor receptor (EGFR) ex-
on 21 L858R. Subsequently, the treatment regimen was changed to EGFR=TKI osimertinib combined with crizotinib as the
second-line treatment. The clinical symptoms worsened 23 days later, and the reexamination of CT showed PD. After the
discussion of multidisciplinary treatment (MDT), the third—line treatment was changed to immunotherapy plus platinum-—

based chemotherapy. The best therapeutic response achieved partial response (PR) and the progression—free survival was
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6.4 months. At present, there is no standardized treatment for patients who got MET-secondary mutation combined with EG-

FR mutation after MET-TKI resistance. This report implied immunotherapy plus chemotherapy may be a good treatment op-

tion for such patients.

Keywords: Lung adenocarcinoma; MET exon 14 skipping mutation; Secondary mutation; Immunotherapy plus chemo-

therapy
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Note: (A) Patient’s treatment history and results of genetic testing; (B) Imaging changes of primary lesion lung during treatment.
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Fig. 1 Patient’s treatment timeline and imaging changes
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