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Correlation of mutation and amplification of EGFR gene with prognosis of pathological
stage [ /Il non-small cell lung cancer with radical operation
DING Guanggui sWAN Jun ,REN Kangqi \WANG Zheng
(Department of Thoracic Surgery ,the Second Clinical Medical College of Jinan
University ,Shenzhen ,Guangdong 518020 ,China)

[Abstract] Objective To investigate the correlation between the mutation and expansion of epidermal
growth factor receptor (EGFR) gene and the prognosis of patients with pathological stage I /Il non-small
cell lung cancer with radical operation (NSCLC). Methods Tissue specimens from 208 patients with stage
1 /I NSCLC who underwent radical surgery were collected, ARMS was used to detect EGFR gene mutation
and the gene copy number status were determined by FISH. Clinical characteristics and surgery prognosis of
patients were statistically compared. Results Among 208 NSCLC patients,87 patients with EGFR mutations
and 121 patients with wild-type patients, the mutation rate was 41. 8%5. The proportion of female and non-
smokers in patients with EGFR mutations were significantly higher than that of EGFR wild type patients
(P<C0.05). The progression-free survival (PFS) of patients with EGFR mutation was longer than that of
wild-type patients (P<C0. 05). There were EGFR gene amplification in 98 patients,accounting for 47. 1%. EG-
FR gene amplification was not associated with age,gender,smoking status,disease stage (P ~>0. 05) ,but asso-
ciated with EGFR gene mutation (P <C0. 05). Futhermore, the PFS phase of patients with EGFR gene amplifi-
cation was shorter than that of patients without amplification (P<C0. 05). Conclusion Pathological stage 1 /
I NSCLC patients with EGFR mutations or without amplification have longer PFS after radical surgery than
wild-type or with amplification patients.

[Key words] carcinoma,non-small-cell lung;receptor,epidermal growth factor;neoplasm staging;Patho-

logical stage I /Il ;prognosis
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