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Tab 1 Comparison of EGFR mutation between primary and metastatic tumors

Author No. of specimen Detection technology? Metastatic tumor® Discordant rate (%)
Gow!"! 67 Sequencing SARMS Br, Bo, Ly, GI, Lu, AG, PI, Sk, ST 26.9% (18/67)
Schimid!! 96 Sequencing Ly 6.3% (6/96)
Sunt! 80 Sequencing Ly 8.8% (7/80)
Kalikakil”! 25 Sequencing Sk, Lu, TW, Br, AG, Li, Bo 28.0% (7/25)
Matsumoto!™ 19 Sequencing Br 0(0/6)
Park 101 Sequencing Heteroduplex analysis Ly 11.9% (12/101)
16.8% (17/101)
Gomez-Roca!® 49 IHC - 32.7% (16/49)
Badalian!”! 1 IHC Bo 54.5% (6/11)
Raol™® 51 IHC Ly 10.6% (5/47)°
19.2% (9/47)
Watzkal'! 39 IHC = 30.8% (12/39)
Italiano?”! 30 IHC AG, Bo, Br, Lu, ST 33.3% (10/30)
FISH 26.9% (7/26)
Bozzetti?! 31 FISH Li, PI, Ab, Ri, Sk, Ly 32.1% (9/28)
Daniele?? 28 FISH Br, AG 22.9% (8/35)
Monaco!? 40/366 FISH Ly, Pl, Br, PF, Li, Bre 32.5% (11/34)
Fang¥ 35 Tagman RT-PCR Ly, Br 31.5% (11/35)

3l[HC: immunohistochemistry; FISH: fluorescence in situ hybridization; "Ab: abdomen; AG: adrenal gland; Br: Brain; Bre: breast; Bo: bone; Gl:

gastrointestinal system; Li: liver; Lu: metastatic lung tumor; Ly: lymph node; PF: pleural fluid; Pl: pleura; Ri: ribs; Sk: skin; ST: soft tissue; TW:

thoracic wall; <Classification method is different between upper row and lower row. Upper row: (-/+, ++, +++), Lower row: (-, +/++, +++).
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