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Abstract: Objective To investigate the differences between Sanger sequencing and ARMS-PCR for the
detection of the epidermal growth factor receptor (EGFR) gene mutations in lung cancer,and to evaluate the
clinical application of the two methods for target populations. Methods A total of 123 specimens were ob-
tained from non small cell lung cancer(NSCLC) patients during April and September in 2016. The mutations
in exons 18,19,20 and 21 of EGFR were detected by both Sanger sequencing and ARMS-PCR. The methodo-
logical differences between the two methods and the influence of clinicopathological behavior on gene mutation
were analyzed. The survival status of the subjects was followed up and compared. Results The total detection
rate of Sanger sequencing method was 36. 6% (45/123) ,and the total detection rate of ARMS-PCR mutation
was 48. 094 (59/123). The positive rates of Sanger sequencing and ARMS-PCR were 35. 8% (19/53) and
49.1%(26/53) of operative specimens,50. 0% (11/22) and 54. 5% (12/22) of puncture specimens,30. 0% (3/
10) and 40.0%(4/10) of bronchofibroscopy specimens,31. 6% (12/38) and 44. 7% (17/38) of pleural effusion

specimens, respectively. EGFR mutations were more common in young<<65 years old people (54.2%) ,female
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(61.0%) ,non-smoking (60. 6%) ,adenocarcinoma (50. 9%). There was a significant difference in the treat-

ment effect between the untargeted treatment group and the targeted therapy (P<C0. 05). There was no statis-

tical difference in the efficacy of targeted therapy between the Sanger group and the ARMS-PCR group that

received targeted therapy (5°=0.141,P=0.708). Conclusion Both of the two methods have positive signifi-

cance for the targeted treatment decision of NSCLC patients, but ARMS-PCR has more advantages in clinical

practice based on the principle of higher sensitivity and simpler operation.
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