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Statistical analysis of EGFR mutation and EML4-ALK gene fusion in non-small cell lung cancer patients of Zhongshan City
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Abstract: Objective To detect the mutation of epidermal growth factor receptor(EGFR) gene,fusion of echinoderms microtu-
bule associated protein sample-4 and gradual change of lymphoma kinase(EML4-ALK) gene,as well as describe their relationship
with the clinicopathological features in patients with non-small cell lung cancer(NSCLC) from Zhongshan city of Guangdong prov-
ince. Methods Mutations of EGFR gene and EML4-ALK fusion gene in 753 NSCLC patients from Zhongshan People’s hospital
were detected by ARMS real-time PCR. To study the relationship between the mutation and clinical features and explore the signifi-
cance of EGFR gene mutation and EML4-ALK fusion in NSCLC. Results The EGFR mutation rate of 753 NSCLC patients is
43.16 % (325/753) , with highest mutation rate in 19 and 21 exons,43.08% (140/325) and 47. 38 % (154/325) respectively,and the
main mutation in 21 exon is L858R mutation. EGFR mutation is more common in female/non-smoking patients,or patients with ad-
enocarcinoma/adenosquqmous carcinoma/adenocarcinoma metastasis( P<Z0. 05) , but not relates with the age of patients(P>>0. 05).
The EML4-ALK fusion gene of 110 patients whose EGFR mutation were checked were simultaneously detected,showing a 9. 09 %
(10/110) mutation rate,and the mutation rate in type 1(80%) is significantly higher than type 2(10%) and 3(10% ). Patients with
EML4-ALK gene mutation tend to be younger(P<C0. 05),but the EML4-ALK gene mutation rates show no significant differences
in groups classified by gender,smoking history or pathological classification(P>>0. 05). EGFR gene mutation and EML4-ALK fu-
sion were detected in one patient simultaneously. Conclusion The EGFR mutation rate of patients with NSCLC in Zhongshan city
is consistent with results reported in domestic and foreign literatures. Detections of EGFR gene mutation and EML4-ALK fusion are
necessary test items, providing important evidence in molecular targeting therapy in NSCLS.
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