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Progress in targeted therapy of anaplastic lymphoma kinase gene positive non-
small cell lung cancer with brain metastasis
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NSCLC) 5 4] 85%. NSCLC ¥ 5 Kk 4 fiii # 7% , 551
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B R R AR 2 JE M R ) o — A R 9T R A
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TR VAR T A T BT U0 A i 98 DINA A 24 8 4
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NSCLC #3518 ] ALK-TKIG 7 7] LLEE RS, H ¥Ry T
T, ALK Fih 4 55 D] PR U806 465 #0350 2 tH B0 L1196M
C1156Y 1 F1174L %5 5 58 A% 171 7= A 3R 4514 i 245142,
Ak R AE IR AR RGBS o TR G An ] B 12 R
i 24 B i DA K Gn o] 3847 5 22 FH 24 /& ALK FH £
NSCLC #3697 Fr i s 0 N 55

F1 NSCLCHENH ALK ZEEMAE R

5 ,Dj‘;@g@ FrEREfE  RAIER 72;;
TPR 1311 TPR-ALK  [22]
EML4* 2p21 EML4-ALK  [18]
TFG 3q12.2 TFG-ALK  [23]
PTPN3 9¢31 PTPN3-ALK  [24]
KIF5B 10p11.22 KIF5B-ALK [25]
KLCI 14q32.3 KLCI-ALK [26]

NSCLC H &7 W& 3L [, HbH vlwv2.v3ab %5
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2 ALK[HY: NSCLC BxsE R a4 &

ALK [H% NSCLC B35 [ i % 7% R 32 295 20%
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3 $0iE ALK RYES SELEG 1 55

3.1 % —K ALK ¥e 47 %) 7

T S — A ALK EE [ 00 ) 77 FR AR 2 2
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(Rr e ih ZEBAE2R 259 , e & Je 1697 ALK PH %

NSCLC & 2 19 # %% #% il % (disease control rate,
DCR) B AR T y7 41 (R AR #1148 R 4t DCR 56% vs
25%) o KT ALK BRIV i % # 55 2 047 1) [e0 Jos v A 9
PROFILE 1005 #1 PROFILE 100757, 7E Jo 4 1R fivi 4
% 1) ALK B 1% NSCLC &35 BA g, 5k Je Va7 Ja
DCR 1k 56%~62% ; 75 1l 5% 7 Jpi k- 22 16 BRI 1) B3
o, R JBVRIT IS E AR & R B R R
(ORR)IE 18%~33%. SR T A TChifE 72 1) &
=, PR AR R G A AR v e 8 SR A I i 24 11 3=
BEERAL : T1% A o % 4% 1) 58 25 2 27 % Joliwi i 7% [ i o
A T AL SR, 7 A BIF ALY B i i 72
P kot o e 5 JE AN UK, G D IR T g T o
vk e I AR O, B 25 A — N
MR, WA Ty AT 2, 4 FH e e o e I R s AR AR AE 1~
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WL, B AT B 24 3 B ALK B X A8 R ALK
il A 255 (R 4 DAy 19 By 3505, GRS T 75 R 28 —
R EACALK-TKI #4773 — 1877
32 H . =AKALK ¥z @ dpH) Fl

YR JE (alectinib) f& — AN LA = BEIE B PE 126
A ALK #1571, w] BH BT SO0 w0 e JE T 24 1)
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TR A B AR 2R R SR IRT R . — T/ A
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LR AT AE L 7%, I VORI I S 00 B 25 Wk i 2 TE A
I, 1 BH B — A ALK 00 1) 770 388 5k of fi 7 e 1) e 7 A
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ZiIRAR A 8, HRIL A S8 1) R AR & RSB 5
BE U AR v e JE i 2 B ) 2, it TR B
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c-MET C1156Y/T
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V1180L
L1196M
G1202R
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E1210K
GI1269A/S
VIRE R A GAK L1152P/R I1171T/N/S CIpGibus [52-54]
(Alectinib) LTK C1156Y/T V1180L
RET F1174C/L/IV G1202R
ALK L1196M
S1206C/Y
GI1269A/S
& e F R ROSI I1171T/N 11151Tins AT [44,52]
(Ceritinib) IGFIR L1196M L1152P/R
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F1174C/L/V E1210K
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BT 5 RO S e B B UK. R LT H ATt g
SEE ALK-TKI W45 ALK FHPE 9 NSCLC i # 4
— JE VR TT 2R, (5 BRI 50 AR X b, el B
T 7 R A RR B TT B AR T 2 IR
SEERAIIRZ

X ALK A v 4001 0 E AT A8 5 A 5 IR o DL R i 2
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