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Detection of Epidermal Growth Factor Receptor Gene Mutation
in Different Sample Types of 238 Patients with Non-small Cell Lung Cancer
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Abstract: Objective To detect the epidermal growth factor receptor (EGFR) mutation in different types of samples of 238
patients with non-small cell lung cancer (NSCLC) .and explore the clinical application value of the EGFR gene mutation in
different types of samples. Methods Mutations in the exons 18-21 of EGFR gene in 238 patients with non-small cell lung
cancer were detected by amplification refractory mutation system (ARMS) .to investigate the frequency and clinical signifi-
cance of EGFR mutation in different sample types.genders,ages, pathological types.and clinical stages. Results The total
mutation rate of EGFR was 44. 5% (106/238) in 238 patients with NSCLC. The number of tissue, plasma and pleural effu-
sion samples were 105,115 and 18,and the mutation rate was 52.4% (55/105),34.8% (40/115),61.1% (11/18) respec-
tively. Compared with tissue sample.the mutation rate of plasma samples was significantly lower than that of tissue samples.,
the difference was statistically significant (y° =6. 93, P<C0.05), but there was no statistical difference of mutation rate in
pleural effusion samples compared with tissue samples (y*=0. 471, P>>0.05). The EGFR mutations rate in female NSCLC
patients was dramatically higher than that of male patients (55. 3% vs 36. 3%, x* =38. 58, P<C0. 01). No statistical difference
of the mutation rate was found between patients =65 years old and <65 years old (44.4% vs 44.6% , % =0, P>>0. 05).
The EGFR mutation rate in patients with lung adenocarcinoma was significantly higher than that of patients with other types
of NSCLC (47.7% vs 29.3% .y =4. 68, P<{0.05). There was no statistical difference in the EGFR mutation rate between
patients in clinical stage I-II and in stage III-IV (35. 0% vs 45. 7%, ¥*=0. 79, P>>0. 05). Conclusion The EGFR mutations
rate in tissue samples had no significant difference from that of pleural effusion samples.but it was significantly higher than
that of plasma samples. This suggests that tissue and pleural effusion samples could be the first choice for the clinical selec-
tion to be submitted for EGRF mutation detection. The EGFR mutation rate is related to gender and the pathological type of
the lung tumor.
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