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Clinical Characteristics of Non — Small Cell Lung Cancer Patients with EGFR Gene Mutation

and the Efficacy of Tyrosine Kinase Inhibitor
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Abstract: Objective To analyze the correlation of the epidermal growth factor receptor (EGFR) gene mutation type in patients
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with non — small cell lung cancer (NSCLC) and different tyrosine kinase inhibitor (TKI) treatment regimens with efficacy.
Methods A total of 273 NSCLC patients admitted to the hospital from January to October 2020 were selected, and their clinical
characteristics were collected for correlation analysis. The progression — free survival (PFS) of 99 patients receiving TKI first — line
treatment were recorded according to different gene mutation types and treatment regimens,and they were followed up until May 31,
2021 or progressive disease occuring(whichever occurred first). Results Twenty mutations were detected in 156 patients (57.1%).
There were 124 cases of common single mutation (37 cases of E21 L858R,87 cases of E19 DEL),10 cases of rare single mutation,
14 cases of complex mutation and eight cases of co — mutation. E19 DEL mutation was significantly correlated with female
(P=0.011),without smoking history (P =0. 008),adenocarcinoma (P =0. 003),stage IV (P =0.007),lymph node metastasis (P =0. 033)
and distant metastasis (P=0. 035). E21 L858R mutation was significantly correlated with adenocarcinoma (P=0. 006). Stage IV (P=0. 013,
P =0.003) and distant metastasis (P = 0.029,P =0.040) were significantly correlated with co — mutation and E20 T790M mutation
after TKI first — line treatment. The PFS of patients receiving TKI first — line treatment showed no significant correlation with EGFR
gene mutation types (P =0.988) or first — line medication selection (P = 0.040). Conclusion The single mutation of EGFR gene is
correlated with female, without smoking history, adenocarcinoma stage IV and distant metastasis. The incidence of co — mutation and
E20 T790M mutation after treatment is high in the patients with stage IV and distant metastasis of NSCLC. The efficacy of first — line

treatment showed no correlation with the type of EGFR gene mutation or TKI drug selection.

Key words: non — small cell lung cancer;epidermal growth factor receptor; gene mutation; complex mutation; co — mutation; tyrosine

kinase inhibitor;clinical efficacy
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Tab.1 Clinical characteristics of included patients and their

correlation with gene mutations [case (%) ,n = 273]
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Tab.2 EGFR gene mutation types and frequencies [case (%),n=156]
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