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Detection of EGFR gene mutation in circulating DNA of patients with non-small cell lung cancer”
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Abstract: Objective To detect the mutation in exon 19 and exon 21 of epithelial growth factor receptor(EGFR) gene in circu-
lating DNA of non-small cell lung cancer patients. And to compare the result with that of tumor tissue, and evaluate the clinical
value of EGFR mutation through detectorg circulating DNA in non-small cell lung cancer patients. Methods The expression of
EGFR was analyzed by real time PCR in 32 NSCLC tumor tissues and its peripheral blood, The mutations of EGFR gene in exon 19
and exon 21 were proved by gene sequencing method. Results Amorg 32 cases of paired samples, EGFR gene mutation rate of pe-
ripheral blood was 40. 6% , EGFR gene mutation rate of tumor tissue was 50. 0% , The consistency of EGFR gene mutations with
tumor tissue and peripheral blood reached 81. 2% , EGFR gene mutation rate of them had no significant difference (P>>0.05). Con-

clusion EGFR gene mutation detection is feasible by using serum circulating DNA. Detection of EGFR gene mutation in plasma

may replace that in tumor tissue, providing a quicker and easier examination method for the patients lacking biopsy tissue.
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