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EGFR gene mutations and EGFR inhibitor treatment in NSCLC patients
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Abstract: Objective To investigate the clinical significance of gene mutations of epidermal growth factor receptor ( EG-
FR) and the efficacy of tyrosine kinase inhibitor ( TKI) ,a EGFR inhibitor, in patients with non-small cell lung cancer
(NSCLC) . Methods A retrospective analysis was performed on the clinical data of 274 patients with NSCLC. After extrac-
ting the DNA of lung cancer tissue,the gene sequencing was made by polymerase chain reaction (PCR) amplification and
gene cloning,and the measured sequence was compared the EGFR sequence of gene bank (NM005228. 3 ) to analyze the
gene mutation types and its distribution. The effect of TKI therapy and its association with EGFR gene mutations were ob-
served and analyzed. Results EGFR gene mutations mainly occurred in women and advanced NSCLC patients( P <0. 05,
P <0.01) ,namely,the mutations were associated with patients’ sex and NSCLC clinical stages. Out of 274 cancer tissue
samples , gene mutations were detected in 52 sample ( gene mutation rate was 18.98% ). Gene mutations mainly occurred in
loci 18,19,20 and 21 of exon,in which EGFR-21 1L.858R gene mutation accounted for 23. 08% ; EGFR-19 deletion mutation
accounted for 21. 15% . Twenty-one patients received gefitinib (a kind of TKIs) therapy,and the disease was effectively
controlled in 8 patients in whom the gene mutations were found in 7 cases (87.5% ), and the gene mutations were not
found in the remaining 13 patients. Conclusion EGFR gene mutations have an important clinical significance for NSCLC
patients. EGFR gene mutations were associated with therapeutic effect of TKI, and it might become a target for treatment of
NSCLC.
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