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[Abstract] Objective

FR) mutations in non-small cell lung cancer (NSCLC) detected by the restriction endonuclease digestion combine with denaturing
high performance liquid chromatography (REDE-DHPLC). Methods Four hundred and three patients with NSCLC in our depart-
ment were detected plasma EGFR mutations for exons 19 and 21 by the REDE-DHPLC method. The relationships of EGFR muta-

To investigate the clinical application value of peripheral blood epidermal growth factor receptor (EG-

tions with the patients’ clinical characteristics at baseline were analyzed. Among 403 patients,115 cases were detected EGFR muta-
tions in tumor tissue by simultaneously adopting the ARMS method. The consistency of the two methods was compared. Results
The total activating mutation rate of EGFR was 26.3 % ( 106/403) in plasma. The mutation rate in female, non-smoking,adenocar-
cinoma and stage [ B-IV were significantly higher than that in men, smoking,non-adenocarcinoma and stage | A-[[l A(P<C0. 05).
The multivariate Logistic analysis results showed that gender,smoking history and histological types were the independent predic-
tors of EGFR mutations in plasma(P<C0. 05). In the 115 matched samples, taking the tissue samples as standards, the sensitivity,
specificity, positive predictive value and negative predictive value of the REDE-DHPLC for detecting EGFR mutation were 69. 0% ,
97.3%,93.5% and 84.5% respectively. The two detection methods had better consistency(x=0. 702, P<<0. 01). Conclusion Gen-
der, smoking history and histological types are the independent predictors of plasma EGFR mutation. REDE-DHPLC has higher
sensitivity and higher specificity for detecting plasma EGFR mutation.
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