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A case of advanced lung adenocarcinoma with EGFR T790M
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One case of lung adenocarcinoma with epithelial growth factor receptor (EGFR) gene exon 19 sensitive deletion
mutant was treated with the first generation of EGFR-TKIs, its progression-free survival (PFS) reached 33 months.
The patient progressed and developed brain metastasis, the lung lesion increased, and the percutaneous lung mass
biopsy was performed. The EGFR gene test of the tumor tissue specimen was again performed, which suggested
that the T790M mutation of exon 20. The target treatment of osimertinib was obtained for 34 months, the PFS has
not been reached up to the submission. Osimertinib in the treatment of lung adenocarcinoma with T790M mutant
had good efficacy and safety, the main adverse reaction of this patient was prolonged QTc interval.
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