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Abstract

Objective: To evaluate EGFR, ALK and ROSI gene mutation rate in biopsy specimens of primary lung cancer.
Methods: Between January 2014 and January 2017, 139 biopsy specimens of primary lung cancer were included
in this study and the clinicopathological data, and EGFR, ALK and ROSI mutation status were reviewed.
Results: The EGFR-TKIs sensitive mutations were detected in 38.85% (54/139) patients, and the mutation
rate of adenocarcinoma was 49.52% (52/105), mutation rate of squamous cell carcinoma was 4.17% (1/24),

and mutation rate of NSCLC-NOS was 12.50% (1/8). The mutation rate of adenocarcinoma was significantly
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higher than other types of lung cancer (P=0.0001). 30.39% (31/102) male and 62.16% (23/37) female patients
carried EGFR mutation respectively. The mutation rate of female patients was significantly higher than that of male
patients (P=0.0014). The mutation rates of non-smokers and smokers were $3.13% (34/64) and 26.67% (20/75)
respectively, and the mutation rate of non-smokers was significantly higher than that of smokers (P=0.0017).
Mutation rates in patients with clinical stage I, stage II and stage I1I were 33.33% (1/3), 0.00% (0/3), and 8.70%
(2/23) separately, and the mutation rate of stage IV patients was 47.19% (42/89), and the mutation rate in patients
with stage unknown was 42.86% (9/21). The mutation rate of stage IV patients was significantly higher than that of
patients with stage I, IT and III (P=0.0038). The types of EGFR mutation included: E19-del accounting for 44.44%
(24/54), L8S8R accounting for 51.85% (28/54), L861Q_and S768I accounting for 1.85% (1/54) separately.
ALK fusion gene positive rate was 3.28% (2/61), all of which were non-smokers with adenocarcinoma. ROSI
fusion gene positive rate was 1.72% (1/58), who was a nonsmoking man with squamous cell carcinoma.
Conclusion: EGFR-TKIs sensitive mutations are commonly seen in females, non-smokers and adenocarcinoma

patients. ALK fusion is found in non-smokers with adenocarcinoma. ROSI fusion can be detected in patients

with squamous cell carcinoma.
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I PR 53391
I 3(2.16)
I 3(2.16)
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ARA 21 (15.11)
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Table 2 Clinical features of EGFR, ALK, and ROS1 gene mutations
EGFRZEE /[151(%)] ALKRE /[11(%)] ROSIR#/[151(%)]
I RARRIE N - - N - - - - -
A 54 (38.85)  85(61.15) — 2(3.28) 59(96.72) — 1(1.72)  57(98.28) —
PE5I 0.0014 0.4344 0.5421
5 31(30.39)  71(69.61) 1(2.17) 45(97.83) 1(227)  43(97.73)
5's 23(62.16) 14 (37.84) 1(6.67) 14(93.33) 0(0.00) 14 (100.00)
L R 0.0001 0.491 0.4407
Jida 52(49.52)  53(50.48) 2(4.17) 46 (95.83) 0(0.00) 45 (100.00)
SR 2 W g 1(4.17) 23 (95.83) 0(0.00) 11 (100.00) 1(9.09)  10(90.91)
/NGB g 0 (0.00) 2 (100.00) 0(0.00) 2 (100.00) 0 (0.00) 2 (100.00)
JE/NdnBE s 1(12.50) 7 (87.50) 0(0.00)  0(0.00) 0 (0.00) 0(0.00)
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Table 3 Types of EGFR, ALK and ROS1 gene mutations
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