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Recognition on Epidermal Growth Factor Receptor Tyrosine Kinase Inhibitor (EGFR-
TKI) in the Treatment for Brain Metastasis from Non-small Cell Lung Cancer

FAN Yun
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OE SR AN AN LB I RRE , H IR RS R T RO L AR, R
F A K R T B2 A T G TR D A 4 3R (EGFR-TKD) 34 97 6 /IS 40 it il 928 1% % 7 © BUiS — &
TPRL, AR ZE A T2 DA R A 0 S R0 A T IR A B T R LR T Ak R B R T 2
S B4 A B 25 T O o A I e A TR o D T T B R B R R
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i 6 # 2 /N L 98 (non-small cell lung can-
cer,NSCLC) # WL I B, K HE AR i 15 25%0~40%",
JRE SN TR BT, R R
IR T X FEASE TR 2T (whole brain
radiation, WBRT) . 74K % [7] it 51 A J7 (stereotactic
radiosurgery,SRS) MK AI6IT . WBRT J& 2 K& it %
R AR UEIR T A 2R AT ik 60% , {0 54 WBRT
167 1Y A P AR AN ) AR A 2.4~4.8 A ] P40
NSCLC i #% % &, K 2 [al I A7 i o0 k| 16 428 il
i B kAT R RGEIRYT ;. ZEWF R RGEE WBRT
MR RS AR AT 250, AR ZE A IR B
Il | SRR AR T AN BE A AR I e 7S R T A
FET AP RO R 4 BHRYT B, DU S
AR IT a0, AR R A K T 324K (epider-
mal growth factor receptor, EGFR ) % 2 & 154 it 17 il 551)
(tyrosine kinase inhibitors, TKI) % 5% 4 i ] NSCLC
ABRIE " RIAYT M EGFR 578 B3 AR HE— IR YT,
TENGFE R A IR R — i8I 8L, ARZER T2
TKI J&97 IG5 RS 1T REMLEE 7R AR $R R 25 )
F Ak A5 5 TR PR TR FE e B ] vh

1 TKI &7 7% 80 vl g ML IE

TGS T eI e % A R e A R, 52

Y75 B #9.2012-09-18
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JARAS ) F BRI R W A REA 35 i
I fig B, LUk, A U PR N B RS A AR 25
AP, HAERE RIS e T RN, 4
B 446.90 F1 429.90, PRSI 58 555 MK BB, IR
HIRF T s A R /N B IR S AR e I, I vk
IRUEE I 78 X A 28 2R GE rT AR MO U AR Ie i 75
R E  E R BB, AR Il AL 2L i 2961 2L F
X, 4 (B T A R T v R SR A B E IR
KA 2 Jeig 2 e, (A EE TR AN B I i 5%,
SEBRIG PR H | Fukuhara 28550 8 FH & JE B R BE &
WBRT ifi¥7 NSCLC ik [EE %% % () EGFR 19 4b i ¥k
PR V), &I v o R e v BN ) 0 v
FEM 1% (43 %18 0.9nmol/L F1 132nmol/L), {H 75 E
BRI IT AR AR, Zhao %5 "R I 7E 22 i [ Y
NSCLC f & A W rh s i 3 JE 8 Je vk i 25 5L
N, AR JE AR I R R R (6.244.6)mg/ml , IfiL
T8 PR T N (491.8+184.2)mg/ml , 75 AE 5 & 76 B
Y 25 RN 1.3%+0.7%; /i N6 H % 5 TN
RS IRE AL, 35 AR S A T A I Y o R
AT (435904 1.46%F1 0.95% , P=0.042) . 1% 45 F
AT BB TIE T X BE A MBI, 224 % A i ol B B 5 A% 1t e
JeE B A ML A AN SE A | PR K e 45 R 2R T S Bl
0t B () A A, A B T TKL 7 i 9 0
BE eI e A8 I B P e A3 Broniser 5517
1B 1 B)JE i & JEBG BT IRYT 8 % i I BT Jed 114 i

895



Journal of Chinese Oncology,2012,Vol.18,No.12

&, JEIE R e AR W OSI-420 7 ki 5 W H Y
TR R T%H 9% , Togashi %5 Ikl 5 i
NSCLC /5 P4 %% B 58 3 0 1t 000 5 A0 T 965 85 e Wk
FE, JEs R JE MEACH 1) OSI-420 7216 H W iy
RSN 5.1%M 5.8%, Masuda 25 E T i#%
BIeIRIT 3 Bl B, JLIs R R e s W
M2 RN 6.3%+6.1% ., =75 L% 2 e 76 G H i
B s R T HIER e E‘ii&,TogaShi TR 1S
] EGFR U975 (1) NSCLC i % % He & b | Lo s
AL e 5 IR JE I I A VRO B S o i R A R R IR
T AR JE B R BE AN 237 543 10 (3.7£1.9)mg/ml
[(8.2+4.3)nmol/L) ] F1 1.13%=0.36% , JE. 3 & J&. 1 figi
WA BE e 2 35 % 43 5] Ry (28.7+16.8 )ng/ml [ (66.9+
39.0)nmol/L) JF1 2.77%+0.45% ; JE. 3 5 JE 1 ik B
W KgEE R T AERE (P=0.0008 fil P<
0.0001), XLEERFFELERLILIR , JEIE B Je 76 6 F i
F14) e JEE P X A s, B B A Aok I A R I, R A X e 22 S
S 25 RS T SO ASTR) A it — 2B T A
HENE, REEARE e A Wtk ERAL, Y
0.9~3.7nmol/L, Tfij 4l #¢ 18 75 4E 2 JE X EGFR 75 fib
Je 41 B %) 2= B 988 e JEE (ICs0) A 10~20nmol/L2Y, 7
A Je 7 I U v B R Gk B 1Cs; (R R I,
BRI & 00 AR JE IR YT NSCLC fiki 5% 7 1 & 1598
AU R AT R, AL AR

> BEBBEN ECIR RE%

Z Il R FIE CUE B, EGFR 28 7% J& TKI J7 3%
() T PR 7220 JI8 4 NSCLC ki 5% % & 19 EGFR
SR B 0 n] 2 FAAE 2006 4 Matsumoto 25 2446 )
19 {51 il B 5 i 2t % 58 04 I 7 B b AL U AR B, R
12 1 (63% ) e F A 7E EGFR 27 |6 5 16 AH . ()
i Ji7 e R O & B EGFR 5878 X ASHiF 58 45 S 3 W]
% ¥ (8 35 1) EGFR 5872 %405 . Eichler 552[A] Bl
PE53#1 93 1] NSCLC Iif% %% 835, 44% 85 A EGFR
ZRAF 2011 4F ASCO =i |, Li &R T — Wi iF
Wrivi e # 835 EGFR SRR MEoY, FLlicdkE 110 4l
BE D 14 BRI A B 31T EGFR %=
KGN, WK EERSH A EGFR 975 R i 5 T 0l %
4y 9N 64% (9/14) Fl 31% (30/96) (P<0.05) .
XS /INEEA ] A 5 s NSCLC il % 7%
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P47 B 1Y EGFR €755, 3k TKI #3697 385
TR,

3 TKI iafr e # Bl PR iE 1

Il R i F 9% @78 7 EGFR 878 BN A431 A
2 B A g 1 /I BRUBE AR v g 5 AR SR IR T A A,
FL ] — S A 5] iz 18 7 90E 52 H] TKI 3697 NSCLC Fiki %
T WL 5% 31 58 4 T2 il S A I 22 fie 1) J8 3 2530 /NREAR
(4 1B PE I 5% e W) 2 AR AR B AR R AT, &
KA Ceresoli 5543 3 JE & Je 07 41 ik
EFEIY NSCLC flife %% 855, #7022 (partial re-
sponse,PR)4 il (10%), Wik (stable disease,
SD)7 B (17% ) , & %% i 455 1l 8 (disease control re-
sponse,DCR)27% , o7 JG i3 J& A 17 B 8] (progres-
sive-free survival ,PFS)3 1~ H , H ) PR Hp2eif[a]
13.5 1~ H o HZ Hotta 55 8] BV 73 B 5 468 Je iR
7Y 57 BN NSCLC (B3, b 14 B i %
25 6 ] PR(43%),8 il SD, [E PN Wu 883V iE 5
IR IT 40 B M 5% 7% B E S 2 iR R
(overall response rate,ORR)32% ,DCR 77% ,mPFS 9
A, BAAE (overall survival,08)15 ™ H . bk 3 1
WIS R WoR AR IR YT AR R 1 NSCLC il §%
IR RVU T AR AR T R i 22 5=, HL D IR AT g
FETARWNFEA B EGFR 75 % IR 4% T ik
PR 09 I % B B A TR BT R anfal 2 Kim &5 5914
i, AR e BRI R R YT 23 ) TCRE IR G e 78 1
AN AR g B R &40 T B WBRT 1097, 45 A il
PG kE PR 3 74% ,mPFS F1 OS 43514 7.1 A~ H Al
18.8 /A . IR B 5T A £E EGFR A7 58 72 B ki
R K, VOIEA Porta 55RO nl M A AT R 3K B JE
1BIT 69 Wil #s 85, Horh 17 BIAF1E EGFR R7Z
g7 S 5 B AR B E A LG ORR 4300 82.4% 5
0(P<0.001 ), fiit P 5 &t i R B ] 3 514 11.7 S A 5
5.8 1~ H (P<0.005),0S 73510 129 4~ H 5 3.1 ™~ H
(P<0.001), 45 RUEBJE % 2 JE X EGFR A7 #UR S A%
M M 7 R A R, BN R — SR TTHE 2011 4F
ASCO 25 b4l il JE 3% & Je 23R J7 NSCLC Jo4E
ARG 5 A% ) — 3 11 HA B 55,48 534 hy iR 968 5% EGFR
RAF B ,ORR 56.3%, & mPFS 10.1 i~ H , EGFR %
B mPFS 23.2 > H B AE L mPFS 8.2 N H
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(P=0.06) ,1 FF-HA7 % 74% , He i i [F Park 45 4
B AR e su s B e iR IT 28 HIfEAE EGFR U
AL i 5% 7% 824 ,ORR 83%,DCR 93% ,mPFS 6.3
MHL,08 159 A . 25 BTk arse, RATAME A B,
XF EGFR 75 1) NSCLC ki % % 35, 5.4l TKI IG Y7
A B U197 2, ORR 1] 35 56%~83% ,PFS 1£ 6~23
AH,0S Kk 12.9~15.9 4~ H 5 i i s 5o ,
Lzl WBRT 36 97 il 7% 7% i % 19 ORR B 7E 60% /&
47,185 PFS 1Y 2.4~4.8 1~ A9 %t EGFR KA £ %
0 7 A% 18 35 R U TKT 36 7 09 97 28028 B H T A% A
HEIRYY WBRT, WBRT 191t 9 5 8 b 47 © 52 B Pk A 5
JET TKI U WBRT, 1E8 EGFR 2875 (1) 2 & i
R RE I —IRYT B T BT REME (Y BEAL X BB

4 TKI BX& WBRT

Il A R AFF 5% B 7 7E AL 46 NSCLC 11 45 i 41 i
PR, 3 AR JE A T R BOVE R A OB AR
AP R AR JE S S 4Bk A AT DLW 4R
AS49 YA IR T2 Lind % “YH7GE T e 3% 8 e 7 25
Ik WBRT IRYT 2 & WG 5% i & 10 T 86 Rk 5%,
11 1) 8 3 T 32 M A it o ks S B A, A 1 43
FEE B N BERE R AL OS 133d, Gow 25120 [a] i 4:
Gy BT 63 15 il g i A B BB 9422 WBRT AT,
46%1) (% WBRT 1697 AL, Horh /£ 7F EGFR 7%
F4% 32 TKI VA JT7 /& WBRT ¥8 77 A %09 g ~7 7 K
2o DEARAE SR E AR B G WBRT 1697 i %
BEAE M T, 21 BB E b, E 2R R 19%),
ORR 81% ,DCR 95.2% ,mPFS Fl mOS 43 %4 10 4~
A3 A H , FH e BA WBRT 1897 i 6% )7
R R TR 32 M4 R, (B F IS BB RIE Y, Rt
BH AT EGFR FER KM, A TKI $4 WBRT %
G FRALl Ry TKI 8 WBRT? BT O A7 Y 11 4 B
ML S TACTIC 58, LA WBRT BK S RIEEE S
gl WBRT 1697 NSCLC % 7%, 25 BL0g 23 o
[ A, 6T TKI 5 WBRT 275 9 S S
Wl e A Al AR AR — 2D AR BN 4 EGFR
AR 2 K NGRS B E [ TKL B AVE N 1 3 IR T,
WBRT #J A Sy 1 P4 o ket a2 Ji 15 1 b S8 36 97, AR 23/
BEE PRV, AR — R E A 22X i iR T R X X

MEFFT20124% 18 5% 12

EGFR R7Z W sk i % % %, F Rk SRS 5 TKI
1 5] A 55 BB A T RE B BUAS B U AR s 5 41

5 TKI WA RIEST

X NSCLC i % %% 8.4 , TKIL i& 97 J5 5 P51 P 9%
Kb i E S AT REAT P A T R 3 L — e kb
XFTKI 772 A2 7Tt 2450 5 3 = 6 I B b TKIL 259
WK, 2012 4 ASCO 2% I Hata %5 /423 24
NSCLC & % ¥ 32 TKI G I7 77 A A5 YE it 25 i #E 47
FRRTE KL, B 21 I AR P 28 R e B R A 2
B (10% ) H B T790M 7€ 4% | i H Ath #0817 1k Jié £ 4,
T790M %78 iy % A= 5K 38% (P=0.0225), 58 #
AR PNk Y SR TR 2 7E T TKI 7E 5N 1Y %
AN R T A R A i — 2D S N A
TKI 258 3% —Fh 75 R R 25 62 | Jakman 55 %4
i 1 flEl EGFR %878 NSCLC #% H A& e itir,
S T N B B 5 T WBRT 1677 b i AR e i i &=
500mg/d , A i P R JE W S 6.2nmol/L;
214 15 P g kb R SN PN R K 1 250mg/d,
AF VL B, ot G A VR VR RS = & 3 730nmol/L Al
39.3nmol/L, 7E I 5 5 7K 7 | 85 I W v s R e
WA IR B 1Cso; B — N it FE S AR 2% | 20 it =
K WE AR B XA SR, Yi S ORE 2 B
AR RGP IR A R R, R
B Je i & 500mg/d A1 750mg/d B, R HUE PR
W5 R it AT B Y, Grommes %5 R IE B JE K 2
o bk op =0 (0 WRD) 4 2507 i MBS R e R
FIEIGTT M R T8 Je Bk v = (1 500mg/ ] )
BERIT AU 9 Bl EGFR RAZ &, 45 ORR
67% , % 1 P kb ] 2.7 A4S L0812 1L &
HMNZERY, ETRREEREIEEEA TS
I BE K RO B, O — B R AR AR e Tt
255 EI% e . Hata 25358 1 058 2 |
WBRT K b 1 5 1 JE 36 8 Je ¥R 97 2% W% I % % £
H LRI EE 300me/d 697, BUSRE IR K5 482
) 2% fif . Masuda 55 "4 45 3 il EGFR %8 7% i) i 1]
NSCLC ##, 735 8RR Y7 B % 7% | e
B IGI7 e ¥ B T I RO %, 33 2695 ] K
INEEAS T 5T 3 BH AE TKT 38 97 w8 B A0 PN o AL ok
J 1) FR A Ak 22 TKI IR Y7 7l e 443 3 (R 75 2 TKIL A
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F f 018 A o R 3 2R S R R, X
1T 25N i KA 25 A RE IR F

i P kL A IR AR P 2, AR AT P R
HBIGIT , T WBRT #l/ok SRS 1677 . #1612
Y1, W EGFR A AT 36 410 i 771 c-Met 1 il 371 25 X6 g
HRNIRYT ML TR E M B, EGFR [N 33 il
FIB R JE (BIBW2992) 1) T il PRAFF 78, 47 1 491
I % A% SR A 2R T R UG g 4 N

6 TKIKHIRWMZRFGEBIER

TKI /4T & /0N, B8 3% 3 1l i 5 B, X EGFR %8
A R ARG T AL 1 i B NSCLC A8 1 I e B
Fe 451 1 7R 1k 40% , £E TKI YR 97, BE 75 11 Bl rp 4K i
ZRZG R i Heon 55O 8 T — I 0]
oV BF 9%, 154 i i 3] EGFR 58 7% ) NSCLC ', 4%
% TKLIGRYT 101 6], 42 52 4097 54 ] 12 W i 7 20 4%
A 24%F 22% ) B FH G IR, Th ALk DT 25 4
FTKL 41 FIAL T 41 3 AiX b 28 3% G0 s A 3 e 1Y)
HE 5 3R 33% 1 48% , 1.2 47 1Y B FUH X #f 22 &
3 g kb 2E R 0 B TKI 4H 6% Fl 21% , k7 41
19%F1 32% , TKI 41 1 HAX pf 28 52 48 9 kb 3 e 22 1]
AR TS 4 (P=0.026) ., BF5E & A TKI A EXS f
W Hh 28 R G %A BB VE I AR T 51 | i
B H A 55 SR B0

7 % &

H R B9 bR E 6 I7 4 T NSCLC i %% % H & J7 5%
JAETKT 1 H 3R 4 203 T X AR BL . %t EGFR %8
AR AN WA | g 1) A B BB B TR IR YT A AR i 1Y
SRR, RE W 0 B3 FRAE 1 PES R OS, 55 P28 fiff I
MR R A A BB E O A SE R B TKT /3R
7, R BB G WBRT BE 75 2F — 20 20897 28, v i I
PRI UE ; 53 T 3K 35 /8 Pk bb B 42 JRy WL A48, 76 /1 P9 9
kE SR FET WBRT, JRARZEAT] . X HATF AR K
SRS & NI 1 s 5% 8% 8 8RR T AT N A — kB,
Jp BRI TKT, AT B8 23 4E KA 7, % TKI 347 H B
TR R 28 R Geadk J 1 R A, T 0 o s 4 T, 42 =
oG R 2 v B, v RE SR — S R A BB,
2T TKI B AE 75 57 e 3 NSCLC Hh 3 6 %
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SRVFAT SR L XF NSCLC iR 3% TKIL R Y7 1Y
BiENEE TR RIS s &I
BTG IT T B4 45 ) 1 | ok 7 KAREAS BEHLRT BRI 5% ok
il
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