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Abstract: Objective To investigate the characteristics of EGFR, ALK and ROSI mutations in patients with non-small cell
lung cancer (NSCLC) in South of China and its relationship with clinical features. Methods The tumor tissues and corre-
sponding clinical data of 76 NSCLC patients in South of China from November 2016 to June 2017 were collected. The muta-
tions of EGFR, ALK and ROS1 were detected by ARMS assay with Joint detection kit. Meanwhile, the correlation between
gene mutation rate and clinical features was analyzed. Results The mutation rate of EGFR was 67.3% (42/76) in 76 pa-
tients with NSCLC in South of China.19 del and L858R mutations were the main mutation types. There was a co-mutation
including 19 del and L858R. The positive rate of ALK gene fusion was 17.1% (13/76),and 4 cases of ALK gene fusion
combined with EGFR mutation were detected. The positive rate of ROS1 gene fusion was 1. 3% (1/76).and there was no
co-mutation with other genes. Compared with ROS1,EGFR and ALK mutation rate was higher, the difference was statisti-
cally significant (y*=54.515, P=0.000; ¥*=11. 329, P=0. 001). The mutation rate of EGFR in non-smoking NSCLC pa-
tients was significantly higher than that in smokers (y* =4. 578, P=0. 032) , while the mutation rate of ALK and ROSI was
not statistically significant (3 =0. 000, P>>0. 05). There was no statistically significant difference in EGFR, ALK and ROS1
gene mutation rates among NSCLC patients of different age,sex and histology (3= 0. 000~2. 219, P>>0. 05). Conclusion
EGFR, ALK and ROSI gene mutations can be seen in patients with NSCLC in South China,in which EGFR and ALK gene
mutation rate is higher.
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