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Bl, BAT B FREZY T Z5HLH B 58w
D AL A PR AR 2 AL A R X S, BAE S
N FREGYEHMANESZa, 2 FA
R IB AT, BAIE AL T 3/ 40 B A 78 (non-
small cell lung cancer, NSCLC) /N3~ ¥ =] 25 ¥y
BAIA,

AL ARG R .

1A 90 TR KFILEE CER Meta 2T
RCT & R), #RAFLHE AW

1B & . & T R /K-FIEHE (& Meta 73175
RCT &%) , FRAHNF;

2A B BT OKFIER,  RAA 5% — AR,

2B % . B FAEK VRS, € RATHE — AR
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3% ERAFABKREU,

1 #i0—. EGFRETHHE , BUKED
BIM, A& B & 4Miz5 B

AL F .3,

BIM 245 BCL-like 11, ##R Becl-2-interacting
mediator of cell death, & BCL-2 & EZ%%@EEE‘ S
EUHERMRRTEARZ —, REEKEFZKE
(epidermal growth factor receptor, EGFR) F& & BRIK
5§ 1 1l 37 (tyrosine kinase inhibitor, TKI) &% R B
MERBELEFEIBMBE L EAETEWE
EGFREZE It B 4 B 1=, H A+ 40 BH3
(the pro-apoptotic BCL-2 homology domain 3) #Fx
HE—RMRATEBY, REART BIM EHH 2
BHETFHEERELZEDMY, FBX— AREKXH
R 2@ T IE 69 BIM &I (BH3 S5 ), N1
5]&X EGFR TKI B JR & i 25 5% 4 55 TKI B9 Ie IR
TR A RGE R E B EN BIM del 8B RY
12.3% (75/608) ,EGFR R A& B HE K ¥ R H
18.4% (26/141) 13, A 5 [H 4R ¥ 4% {4k B (Hap
Map )R] H i s E A BIM del #4535 20.5%, ]~
R BT 5 BT R — e R BRI T 169 il il 88 2
K BIM EH | 4k B 24.3%(41/169) K B E T
FE BIM del 280, ML=, £ E S BRI A FER
A UL BIM del iIXFHZ A5, Ng FHR T BIM del
Z5MER TKL Q7 RN AR, 458 878, BIM Ht
K ZBMK) EGFR AR B8 & Xt TKI KIRT
B R EMTEARER THEREAPRAESK
BEPBHE6.6 ™A vs. 1.9 A, P=0.0027),

(EhiiE

BIM £ 71 2 ¥ 7£ £ NSCLC EGFR TKI y7 il
BF,

BIEHPIRER, IMENHRESLEDNE
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7 72 AR BIM B MR 24 00 2 1,
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X EGFR TKI it 2457 B9, B 5TA FFR
R, —RR AR (W ARR R B EK
B F EGFR TKI 549 K MR HETE,
nsFIIEE T790M WRAE, HAEHE BKSh EGFR
R RNtk PC-9 5HEFRKMAZFIHE
T T790M MY AE T AL PC-9R THZ5 4k, —
REFHER (WARLEERE), FHEREREHN
Fi 98 v B R AE o O 3 0 SRR R /0 B i 25 4
K3 FA 24 5 0% 40 B A R KT K 0 B Y T 245 4
s v B Sk B R AR SRR, B Rl Rk B 22 BYIE
B R R

B AT % WM Z5HLHIR T790M, 4 &5 50%,
T790M & EGFR £ 20 B4t B F (Exon20) % 790 if
5 B9 B BB (threonine ) 5 B & B2 (methionine )
BUR, 48 TRMIRR T790M BL2E T ATP By ZEM
P, FEEGFR TKI A8 % BH Wi {5 538 B i =
AT 25156, SRR A L E 3R T A R BURE
BRI R 27497 B9 EGFR RS BIBHi% , 31.5% 1Y
B 0] [F Bt 78 76 T790M, {H iX 26 & & [&] B %
EGFR TKI S8, Btk , 3697 511K & /9 T790M A~
%W EGFR TKI MM, {BrT#RmH R BB
25 LH), 76 R AR, T790M A fE A 51 A it
M FEMBW C-Met R, XRKEMT
BITHIXERE

5%~20% 8y EGFR TKI Tt 25 & B C-Met 51
2, AT T790M,C-Met EE R i AT 44 K
IR FEC AR 5% B 05 15 58 I DA T 3 2518, C-Met
REMRIREE P RE, BTFENEH,
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T790M ERAfHFH EGFR #WHIH BB E+ P RHHh
T790M $¢ R4 TKI C0O-1686. . AP26113
C-Met+PI3K #1417 GDG-0973+GDC-0941
Hsp90 Hi835] AUY922

C-Met  EGFR+C-Met #D%i5] BB+

P Dacomitinib+ 5% RE fE

SCLC  #H2/fK¥LAF+/-EGFR T

¥4 TKI

PIK3CA EGFR+PI3K #1117 #FHIE# 2 +BKM120

JE#&# B +GDC-0941

A EGFR I RIBE-& Hsp90 FIB:EE 8 +F5 B8 M
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LABARA TR 2501
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EGFR TKI
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WG ARST A TKI BR & 4byT B35 5t 3k K38 (IMPRESS
BFE ), ¥ 20T oA H 14

BREABTE,31.9% X Fext % IR 1T 25 4k &
{# F EGFR TKI, 54.6% %2 [5] 7 4k S {3 A TKI A4 3
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MER EEXE KR REIET, BRBRIT
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RLREE IEEEEER EGFR TKI,
{BARHERE ST B35 58 —#h EGFR TKI

A% H). 2B,

TKI B2 i A i 58 =X O 38 [ 25 Wy i 24 /5 4% LA
2EIE YT , AL ST TR 25 15 T Uk 68 P TR £ W o
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