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Figure 1 CT characteristics of two lesions
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Figure 3 Pathology for the lesion in superior lobe of right lung,
adenocarcinoma, most of the micropapillary type (HEx40, HEx200)
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A:G719X mutation amplification of EGFR 18 exon in the lesion
of left lung (a. positive control,b. sample,c. internal reference)
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B:EGFR 19 exon in the lesion of left lung (. positive control,b. sample,
c. internal reference)

Figure 4 The EGFR mutation detection of two
lesions , amplificationcurves (ARMS)
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