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Note: M :marker; 1.2 4.5 .6:wild type;3 .7 :mutant type;PC:positive standard

Figure 1 Agarose gel electrophoresis of PCR of EGFR exon-21

Note : | : marker;2:blank control;3:negative control ;4 :positive control ;
5:wild type;6.7 :mutant type

Figure 2 Agarose gel electrophoresis of PCR of EGFR exon-19
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Table 1 The relationship between EGFR mutation and
clinical factors in NSCLC patients [n(%)]

. EGFR wild EGFR
Variables .
type mutation type
Gender Female 20(52.6) 18(47.4) <0.05
Male 34(80.9) 8(29.1) ’
Age(years) =63 24(73.2) 14(36.8) 0.53
<63 30(71.4) 12(28.6) ’
Pathological types AC 28(63.6) 16(36.4) <0.05
SCC 13(72.2) 5(27.8) ’
LCC 13(72.2) 5(27.8)
Clinical stage I 13(72.2) 5(27.8)
I 13(72.2) 5(27.8) <0.05
I} 28(63.6) 16(36.4)
Metastastic Yes 24(73.2) 14(36.8) 0.53
No 30(71.4) 12(28.6) ’
Minority Han 24(75.0) 8(25.0)
<0.05
Man 30(62.5) 18(37.5)
Smoke No 20(52.6) 18(47.4)
<0.05
Yes 34(80.9) 8(19.0)
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Table 2 The analysis of EGFR mutation in Exon 19 and
Exon 21 between Man and Han patients with NSCLC
[n(%)]

EGFR mutation Han Man P

Deletion in exon 19 5(62.5) 10(55.6)
L.858R substitution in exon 21 3(37.5) 8(44.4)
Total 8(30.8) 18(69.2)
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