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Abstract: Objective To evaluate the status of EGFR mutations in patients with NSCLC, clinico-pathological correlation and
outcome to treatment with EGFR TKIs. Methods A total of 111 NSCLC patients with advanced oral EGFR-TKIs in
Shaanxi Provincial People’s Hospital from January 2014 to May 2017 were tested for EGFR gene mutation status, clinico-
pathologic features,and all patients were received long-term follow-up and prognosis evaluation. Results EGFR mutations
were seen in 30. 6% of the 111 evaluable specimens, with a significantly higher rate in females (44 % vs 19. 7%,y =7. 65,
P=0.007 2) as compared to men and non-smokers (41.4% vs 12.2%, XZ =10.40,P=0.001 3) as against smokers. Most
common mutations were observed in exons 19 (71%) and 21 (25%). The EGFR mutation rate in patients with lung adeno-
carcinoma was significantly higher than that of patients with other no-adenocarcinoma types of NSCLC (34. 7% vs 6. 3% .y
=5.29,P=0.018). The estimated median progression free survival for patients with and without mutations when treated
with upfront TKIs was 12 months and 3 months respectively and the estimated median overall survival for patients with and
without mutations was 20 and 9 months respectively. There were significant difference in PFS and OS ( P<0.000 1, P=
0. 000 2). Conclusion This study further establishes the importance of upfront EGFR mutation testing in all NSCLC pa-
tients, the status of the mutation of EGFR gene were related to gender and smoking status,which can predict abenefit from
EGFR-TKIs given as first-line therapy,and the prognosis of first-line oral egfr-tkis is better than that of wild-type patients.
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