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Translational research on crizotinib in EMI4-ALK positive advanced non-small cell lung cancer
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SRR AP o 33X T3 30 A4 AR Y T AL AR I
52 2( 28 ~82 % ), Hivh 94% g iR , 68 % M AR K
B ,53% MR ,93% WG i Pifh 2L b
(1 ~9 Fl)fy7. BB crizotinib AT HYF-H 0T
29 J&, H 88% M H A EHZIRYT . &t or-
izotinib V397 )7 , 76 i . 63 1v( 83% I 4],
Horr 41 BB E MR 4R /N =30% , 7 B E R E R
St i

ZIE RIS P, &8 crizotinib JE7 B B E B
DRI B2 I A0 (46% ) A ST RS 45% ) K
(39% ) JET5(29% ), 250 1 ~2 9. 3 ~4 HHY
AR VANHE 15% W 8 i 3, RECN BRI
it TR P R K b PR A sk /D . 9 BIBE T Y
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EMIA-ALK FAYE/NEXT crizotinib AU, H L1196M
AR /N BRI 245 ) U PR 3 C1156Y 28748 /N FRUEE
o

EMIA-ALK 1 L1196M %875 5 EGFR ) T790M
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