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[ Abstract ] Background and objective Epidermal growth factor receptor (EGFR) gene mutation assay has been
applied to select the chemosensitive patients for tyrosine kinase inhibitor (TKI) treatment widely. The aim of this study is to
determine the discordance of EGFR mutations between primary and corresponding metastatic tumors in non-small cell lung
cancer (NSCLC). Methods Thirty five paired primary tumors and corresponding metastases from Cancer Center of Sun Yat-
sen University were evaluated for the EGFR mutations by TagMan RT-PCR analysis. Results EGFR mutations were detected
in 29 of 35 primary tumors and in 18 of 35 corresponding metastases. 31.43% (11 of 35, P=0.008) showed discordance in
EGFR mutations between primary tumors and corresponding metastases. The EGFR mutation status was consistent in 68.57%
(24 of 35) patients. Conclusion EGFR mutations were discordant between the primary tumor and the corresponding metas-
tases in NSCLC.
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B 1 EGFREFERTHMRT-PCRY M. A 1955MNBFE746-A750del ; B : 215 5N 2 FL858RE,
Fig 1 RT-PCR amplification curve of EGFR gene mutations analysis. A: exon 19. Amino acid L747-A750del; B: exon 21, Nucleotide 2573 T>G.
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Tab 1 EGFR mutations in primary and corresponding metastatic tumors

Case Histology Primary lung tumor Metastatic sites Metastatic tumor

Types of mutations Mutation site Types of mutations Mutation site
1 ADC exon 21 2582 T>A Subaortic LN wild wild
2 ADC exon 21 2573 T>G Brain 21 exon 2573 T>G
3 ASC exon 21 2573 T>G Subaortic LN wild wild
4 ADC exon 21 2573 T>G Lower paratracheal LN wild wild
5 ADC exon 21 2573 T>G Upper paratracheal LN wild wild
6 ADC exon 21 2573 T>G Lower paratracheal LN 21 exon 2573 T>G
7 ADC exon 21 2573 T>G Subcarinal LN wild wild
8 ADC exon 21 2573 T>G Lower paratracheal LN 21 exon 2573 T>G
9 ADC exon 21 2573 T>G Subaortic LN 21 exon 2573 T>G
10 ADC exon 21 2573 T>G Subaortic LN 21 exon 2573 T>G
1 ADC exon 21 2573 T>G Subcarinal LN 21 exon 2573 T>G
12 ADC exon 21 2573 T>G Subcarinal LN 21 exon 2573 T>G
13 ADC exon 21 2573 T>G Lower paratracheal LN wild wild
14 ADC exon 21 2573 T>G Lower paratracheal LN wild wild
15 ASC exon 19 E746-A750 Lower paratracheal LN 19 exon E746-A750
16 ADC exon 19 E746-A750 Subcarinal LN 19 exon E746-A750
17 ADC exon 19 E746-A750 Upper paratracheal LN 19 exon E746-A750
18 ASC exon 19 E746-A750 Subaortic LN 19 exon E746-A750
19 ADC exon 19 E746-A750 Subaortic LN 19 exon E746-A750
20 ADC exon 19 E746-A750 Subcarinal LN 19 exon E746-A750
21 ADC exon 19 E746-A750 Subcarinal LN wild wild
22 ADC exon 19 E746-A750 Lower paratracheal LN 19 exon E746-A750
23 ADC exon 19 E746-A750 Subaortic LN 19 exon E746-A750
24 ADC exon 19 E746-A750 Subcarinal LN wild wild
25 ADC exon 19 E746-A750 Lower paratracheal LN 19 exon E746-A750
26 sQc exon 19 E746-A750 Subaortic LN wild wild
27 ADC exon 19 E746-A750 Subcarinal LN 19 exon E746-A750
28 ADC exon 19 E746-A750 Subcarinal LN wild wild
29 ADC exon 19 E746-A750 Upper paratracheal LN 19 exon E746-A750
30 ADC wild wild Supraclavicular LN wild wild
31 ADC wild wild Supraclavicular LN wild wild
32 ADC wild wild Brain metastases wild wild
33 ADC wild wild Brain metastases wild wild
34 ADC wild wild Upper paratracheal LN wild wild
35 ADC wild wild Brain wild wild

ADC: adenocarcinoma; SQC: squamous cell carcinoma; ASC: adenosquamous carcinoma; LN: lymph node.
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