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Research of the cetuximab in the treatment of advanced gastrointestinal cancer
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SRR R WA E S MR 2 —, B TK X5 EGFR M456 BB 40 i N 15 515 38 3%, Ik
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RIS WERAL, REBURE A LB B AL T iy, MMP ) I Ifil 4 N [z 4= £ I F ( vascular endothelial
PTF I EER L B R AR 45 B A i EBG F T growth factor, VEGF ) A ;™ A8, DA T 1) il Ji 40 g fr) 4
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K, 5T EGFR A7 RCLE i RIS EAS- R, JE
e 45 B 79%( advanced colorectal cancer, ACRC )
AT T EGFR 2o 321K 78 3 288 fif i 440 g v 5
WY HURFE BRI R AR S o Zhang 452 BT
PE7R VU ZE AR G AT T B i T 2
AR R LSRRI TR S B FE i %,
HIRAE N —LIr BIBIT I RCR T W3 . Rk, 74
L B HAA YTy Ay SO IR A5 ]
RAFPMFEIGTI AT, D )5 S im PROT S 4R 4L 1 05
Tl

2 WEZEBEHIBIT ACRC

2.1 BEHFFRIEEAT R leRIT 2L

Z ST 5 AT A RGR YT ACRC, f4E 5-Fu R
Biftbize GESLRRE YDA EA L DA BT B G 2
FPAE . HATH AT %A FOLFIR T ( frar g
+ M FRES + JIRIERE ) . FOLFOX ( BEYDFIAH + I
HHRRES + FURBELE ) | CapeOx( BLVPFIHI + < K5 Ath
A . TMIAREAL T J7 R IK5 V8 2 5 B4 ACRC
SBFIF R A R 2D RIS RS

CRYSTAL i 55" ' BF 58 7 76 % & S 90 8K &
FOLFIR [ 5% — 4R 97 ¥ o tE4s B i A9 3L,
FEERVT Kirsten K Bl AT 97 9 15 98 25 A1 [R) U400 Kirsten
rat sarcoma viral oncogene homolog, KRAS )5 78 Xif H
PR SE I S PG 228 BT TT I RO R Ak
o GERER, VU Z B YA FOLFIR 1 J5 5452
AT — 2RI T 0T DL E FE(IR ACRC B
a2 e U] o P2 . AR P A ] AR A=
FI( overall survival, OS ) JCH] 8 22 5% (B o] L) i &
FER TCHE B A AEW( progression free survival,, PFS ).
Xof e TP R KRAS PR AS 2 B 1) 37 20 A8 5 fi ]
B 43 BT S, AL KRAS B A= U 1) J8 38 X6 o 2
PUHIRIT A 4K 35 o KRAS FE RS W] LUIAE by v 2
BAGUIRYT BT RIS A L X — S5 IS WAE R A 4L
ot R A EIIESS , 78 FOLFIRT J7 28 H A 76 %
FEhT P 2 AT ISR R KRAS BF2E RSS9 1Y
A AR A, IF B B PR R I PR R TR v-raf ) B0
[f] ¥ & Bl ( B-rapidly accelerated fibrosarcoma,
BRAF )R 5878 J2 I 26 J8 5 U 22 A TR HE AR . 5
AWFFE S BR , 7F FOLFIRT ALST J7 % A 76 2
BAFUAAT LA I PES, 38 = A7 %03, H 2= nl LIS
0S, WVPGZH PirE ACRC JGY7 A AL T R
UF R LR ; [RIIN, A58 N BLRG 2 e TT 1T — R 31 HAth
A7 7 SRHRA VY 2B BT A I PR 1R

[ B2 24 0 57 P 55 23 ( Medical Research Coun-

cil, MRC)HJ—I5 ACRC (% T 31 COIN i3 '/ v, %}
1 63011 B 11 A 422 52 Ab 7 1) 6 301 &85 0 98 1 3 >R
PO ZE il FOLFOX J7 RIA)T, 5 aifbyr oy
ML, PP L 0S Z a2 5. 453 Won, M4 e
OS.PFS ¥t i 2 5. (H BB Ml % th Halifb 7 iy
57%( n =209 )F+Z i VY Z 5 40519 64% (n =
232,P =0.049 ). ANEIEFTHEAZ BRI R E, &
HHY 0OS PR 20 M 58 A8 R A AN [R] 17 2R B B 3 22
5 : BRAF BRI 58 R 835 8.8 > 1, KRAS 742
RIBHE N 14.4 DA, 2B AEREE R 20.1 D H L5
T 22 S 15 55 P4 2 B sl 5 Ak y7 Jr R ik
KA it — 2058, CALGB 80203 #il CECOG
R HFoE 7 9t — 40 F T FOLFIR [ Al FOLFOX
ST I R G VB UG 7 s b R B A2
SRR AT RIS T2 U AT 2R
fife e R Ar kA D TE I AN i R AR X
PIFP T S 18], 76 28 ST A B I A T AS Z 4097 7
ESUEil AR

oAb VD FIEA AT 7 6B VE 2 E BRTR
JT ACRC FYRFFE AR TAHEIAYZE 5. Rodel 21
(T - A R I 5 T V8 2 15 BRI & CapeOx
J5 5 AR T T IR YT 45 M 98 (0 48 Gk B s, 45
SR X S IBIGYT I A e RAF (R T 2 2%
R AR . AR B Bh AL T A VS 2 E ALY
M , Dewdney ALV — T 2 U BE AL TT 39 i R
RIGHEFE T 84 BhALY7 I AC CAPOX + CHEATA
( CAPOX )V Z 1 FRATIAR YT BHAT TR i AU 1) B
FE B YT AL, 45 R B R, CAPOX + C 41 X e
CAPOXAHFEALYT J5 7 A 0K ( radiologic response,
RR )5 518 719% F1 51%( P =0. 038 ), TEiALI7 I
RR 73500 93% F175% ( P =0.028 ), V4% & Bdi
AR I B SR I A B L 3 B A I 5 2 o B 58 4
A R ( complete response, CR )EX PFS, {HRE B 2 1
I KRAS/BRAF B} 4= B4 798 19 RR. Gomez 45>
[ZEZE ST IR IR A P8 2 B S PTIRYT ACRC, #
AT DA IR A TNM 203, 38 i F R IBR R, fifi
L5 AE— T MR BRI FBOP IR . R
VG2 H SPUTE B A BhIGT LA — 2 W7 Ak, (HxE
TR AAFAR AR A SN 7 9 UE 4 R F B LA 3
H e AR UL G RIRYT I,
2.2 BEHRREHGTHR

FEIG IR I, 64T 2458407 I H B 22 2 24 (1) 15
BUARHH L, V625 Pt 4 ACRC Ly i 24 B 1A
PRt T ¥EPE. Jonker 252" ( NCT00079066 )W 5% T
ACRC N FHZ R Y677 R UG 8UR % 25 W25 =ik
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1) B3 FH VG 22 PRI 7 58, AR SR A 572 Bl
EGFR FHMER 45 B A 9 3, BEPL /> Bl & fe 30+
TRYT A 285 Bl ) LA M AE S HREAYT By SR i FH v
H AP 287 ] ), 45 5 VG 2 B BT 4L rh o AR A
H( median survival time, MST )& 6.1 ™ H , T &£
THRAIT AN 4.6 M AT fER 0. 77595%
CI:0.64 ~0.92; P =0.005), /5 Z & il B EA
AR T BA ARy A I e e R A
TG T Y RIOR

&1 BOND 58 2 5 AP S7 8 e b S i1k
I7 R 329 6 R 1k 4% B o e 8 o Wi 4. 7
T BB A S R L A B2 VG 2 T AL, &
RER A ANRIT AR R ERE(22.9% s
10.8% ,P =0.007 ), I H 5 3 $E 2% T 959 10F Ji i ]
( time to progression,, TP ) (4.1 »s 1.5 1~ H,
P<0.001), (HP 47 MST(8.6 vs 6.8 ™ H,
P=0.48) L Egit 5. EHAEEWE, AR
JTLA A 56 BI( 50. 5% ) A B SR s EA T HE
BIRYT R S R A 36% o T UL, N R
VG 27 BT PALZA (il A S B P S R B A6, X
STEEREMT 2500 ACRC BEE Y —AT IR . ik, Xt
TFARLLIR Z AT foi ot B AL 7 ok B VR T AL T 5 o
BEERFATT (045 B Ve BB VA2 BT O B —
AMRAF A FE
2.3 J7 T 45 AR

S L Bl i B/ S K51y || N 20 N N
PRI T I S h B BT — 2 IRk 5. 4R
MR T 1Y B L8 30, P8 2 5 Ty r s
KT NFEELA BB . SR BB BT R AR i
Y, DT R4 5 A AR 25 FEAC, X It R 2578 F 22 1)
BB,
2.3.1 K& RIETEEZ V2 PRI H
L E AR BIFSE S 2 I B R R 9 B A
X% 2 WP IR A SR e, LR A 7 T AR
TN SRR T R A A AR mT LR R P 2
PUIRTT ACRC RYIF SLCHIMNIG KI5 b5 2 — o R4, &
A AT AR, FE I RIS 1] Y5 7 TG K 8 5 R
B BV 1) R TR 25 PG 2 8 BRPTIR T T O
EVEREST BF58 2 99 A T 157 1] EGFR P
PESE B B 45 T D S B R B B A v 5 2 Y
BT (IR A 400 mg/m’ \ Z 5K 250 mg/m’ [y
BT IGIT 21 ROBIT R 2 e 2 9l 1
FERRIBE R C A, BRI R 0 ~ 1 i) 89 £ i
FHHEHL N A 4L B 21, A 4R C 4SRN vE %
B PR AT E B4 R 5 (8 &

B 500 mg/m’ ). S5 IR, A B WA NAH RS
AR 16% 30% o & i VU 25 SRt 0y 550 2 AT DA v
AR, IR B2 R RN T, 3 ~ 4 B kIR
MR AR o PRI T DAHEI , X AR R A v ) i fe
TCHE 9% RN B R I e A, R AT 4R i A AL
R, HRZ9E SO e P AR R T VG 2 R ST
2.3.2 EGFR %3k 1 H # I #( gene copy num-
ber, GCN)  PHZ & i 24 H| EGFR (I HE 17 254,
EGFR K H T U558 i 1 A8 AL 5 78 2 8 bt i 97
RO UM, NBES - UF, EGFR FHYE A9 25 M o i
HWURE A SCR AR ES B2 it THC
W5E 19 EGFR RS HIRREFM X e 25 My iy sk .
VT, Licitra 25 ® 'L EXTREME F1 CRYSTAL %%
WAL T EGFR MR IAAE DY 215 BB0IR YT 45 E s i
Y7 RLTIN AR, S5 RIS 2 AR R
BT DA B A A7k 25, 5 EGFR 3Rk /KT
o RN, Jiang 452 B 25240 Bt R, EGFR GCN
ATV R VY 25 BBTIR YT 45 T 9 i 97 S U 48 A
WG VEZ B BPL — 2397 7 3 EGFR GCN
AT LAEE S OSC HR = 0.625 95% CI :0.50 ~0.77;
P <0.001 )1 PFS ( HR =0.65; 95% CI :0.47 ~
0.89; P=0.008 ), 475 % Pyl — L =4in
SPIE, HAR G N 2 2, H EGFR GCN A% KRAS
ARASFE M, JE— ST IR FR S
2.3.3 HHELAMEARZFY  CRYSTAL i 5 F1
COIN iR BGUFSE T KRAS & RUIR 25 42 7 25 BT RL
bR , AEIG IR PR H . KRAS J& 9L
Ras % P — 01, FEAR 2 S0 (4O0 4 g vy, LR ]
RHGEAR S A TP AR Y 40% , K F
LS S 3 S G AR iR 3 PG 2 BLIAYT Y G
. KRAS 2875 53 MAPK 38 J% AR T EGFR (1)
SER PRI TS P9 28 bt 7. IRk, B
HIVE % F BT F T KRAS B A4 U ACRC
Ao

JXAE KRAS SER 5828 TR 45 V8 2 1 BRPTIRIT 1Y
TR B R _FAR 22 KRAS 5 AF 1 ) 5 25t %of 75 2
PT84, SR AEAE A A5 w7 25 1) 1A
% . Roock 25 2 ByF9E K PR, TE4K KRAS K& [H 28 7%
FIMYAYTT JCRLT , BRAF \NRAS F1 PIK3CA A1 .71y
20 20 AR S AR B 23 REAIR VY 2 5 S0 A AR
MUK, 5278 1 BRAF KK 7 W) RE 45 3800 15 T
EGFR T8 Y K-ras B, M2 48 F= 9 WA A
Ab T 2H U 5 AR AR A T 58 5 VG 22 BT A 0
MR RIS . R AT % £
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K2 2 R 1), A7 7E & V60OE BRAF [N 5848
B, FEIE 3R 7 b A F P 2 8 PR TR L (AR
WERAE—ZIRYT A PR AL T 7 R T E &
Mok — B AR A7 AR 253 T PIK3CA JE R 5875
PTEN ZRiKUk /DT LI5S 45 5 9 % V8 25 4t
TR 251 , DT 5% 06 25 1 197 k. (R A 24 0 4R
L PTEN 136K P& —4 RS AR S .

H AT, FEH 2 235 2E 9 BF 55 B KRAS . BRAF F£ 1A
AR KX LB A FE B 2 1 it o FR bR A
Il RTAYT BHA A T8 42 T o] DL S RE I PR H
KRAS SER N F 3R 20 THE S —&RIBIT &
(35, T 2 B R I A YT T RIS |

3 & &

£ ACRC B, 7428 BAPL A M7 1E 7F H 25
BT R I AG LR I I R AR B 5
0S FR25, (H AT LLBG I PFS A RCR, 1E 0S LRYAS
*ﬁ%ﬁ%ﬁ#$%%%ﬁ%ﬁioﬁﬁm%@5

SEEEATEAE M 24 ( national comprehensive cancer net-
m&Namwﬁ*Tﬁ IR B R IE T AT IR 2
YYERFIA AT AE KRAS B A 1 0% i 300l s B M 45 EL
B PEN — L B IR AR
B V2 BB IR T U, Ho 25 i B S ok ik 2
0 3 3 R ARG 0 5 T B 4 30 AR T A S 1 L AR A
Wy, SRR YT S I R IA YT 45 B R Y — Kt
B WREARAMRE R, 16 8 45 B W 0 R 1936 97 7
THIAT B 223 0 80 , Sy W ) 8 I 88 i R 38 0 SR T 17
W,
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