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[ Abstract ] Objective: The accuracy of plasma detection of mutations in the epidermal growth
factor receptor (EGFR) gene in lung adenocarcinoma patients and the monitoring of changes in the
drug-resistant gene T790M were analyzed to explore the correlation between EGFR gene mutations
and prognosis in lung adenocarcinoma patients. Methods: Fifty-nine patients with lung
adenocarcinoma who were treated with epidermal growth factor receptor-tyrosine kinase inhibitor
(EGFR-TKI) in Tangshan Gongren Hospital from January 2016 to November 2017 were collected
and the gene mutations of EGFR in lung adenocarcinoma patients were observed. Results: T790M
mutations can be detected in the plasma with high frequency, and patients with T790M mutations
have short progression-free survival and poor prognosis. Conclusion: Patients with secondary
T790M mutations had shorter PFS than patients without mutations, and T790M mutations may lead
to shortened PFS.
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