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[ Abstract ] Background and objective Genetic variations of the epidermal growth factor receptor (EGFR) may
alter the protein function and therapeutic efficacy of EGFR inhibitors. The aim of this study is to investigate the association
between single nucleotide polymorphism rs2293347 in EGFR and the clinical outcome in patients with advanced non-small
cell lung cancer (NSCLC) treated with gefitinib. Methods A total of 88 advanced NSCLC patients treated with gefitinib were
analyzed in the present study. Polymerase chain reaction-restriction fragment length polymorphism (PCR-RFLP) method was
conducted to analyze the genotype. The association study was performed between genotypes and clinical efficacy among 88
patients. Results rs2293347 was associated with the efficacy of gefitinib. The response rate for the rs2293347 GG was signifi-
cantly higher than that for the GA or AA (71.4% vs 36.0%, P=0.002). rs2293347 GG genotype was also associated with longer
progression-free survival compared with GA or AA genotype (10 months vs 3 months, P=0.005). No significant difference was
shown on the overall survival (OS) (P=0.409). Conclusion rs2293347 polymorphism in exon 25 is associated with the clini-
cal efficacy of gefitinib and may be a potential biomarker to predict the clinical outcome in advanced NSCLC patients treated
with gefitinib.
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Tab 1 Stratification analysis of EGFR rs2293347 genotypes and clinical characteristics in 88 NSCLC patients treated with gefitinib

Characteristic rs2293347 genotype P
GG [n (%)] GA/AA [n (%)]

Age (years) 0.469
<60 35(68.6) 16 (31.4)
=60 28 (75.7) 9(24.3)

Gender 0.661
Male 27 (69.2) 12 (30.8)
Female 36 (73.5) 13 (26.5)

WHO performance status 0.802
0 16 (69.6) 7 (30.4)
1 47 (72.3) 18 (27.7)

Smoking status 0.597
Non-smoker 49 (70.0) 21(30.0)
Smoker 13(76.5) 4(23.5)

Histological subtype 0.677
Adenocarcinoma 50(71.4) 20 (28.6)
Other? 13 (76.5) 4(23.5)

Gefitinib therapy 0.759
2nd line 33(70.2) 14 (29.8)
3rd line 30(73.2) 11 (26.8)

Clinical response 0.002
Nonresponder® 18 (52.9) 16 (47.1)
Respondere 45(83.3) 9(16.7)

2Includes squamous cell carcinoma (n=12) and large cell carcinoma (n=5); bIncludes progressive disease; <Includes complete response, partial

response and stable disease.
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