(PBZEER L) 2015FEE255551117
CHINA ONCOLOGY 2015 Vol.25 No. 11 877

WX, AERFWEMNBERMNBE ARG TEEF, MEAE
FIF, EBNFEFHAMNE GG RREABIIR, §EEEBMD
Anderson AP JE P S B A AR iF Rl 2, YHIFALZ B K
FHENBERAFER KX IEEFILLRTWENEE
PR AEHIT, G EETHERE, LT XFPAB-GEREF
XX REAL WRERKELLSF, AL ERLETAR
BT _ELFGEFRAFARKFRARL_FL, EEA
SNFEREELEERTFRELI0RE. 25 4E (ARMNAE
F) F,

0% AR 45 B SR e AL ST R

XM e, WX R
SEREM R IR BB AR, S ERSE EigERABEE AR, L 200032

[HWE] T RESE RSN EERT FB, UHIREERE (5-fluorouracil, 5-FU). BLVbFEHRIfH L
BREAEM =2 M R T M EE Y, BAMTR “FTITEE Wia T e B T R R S T iR
ST 2. BRI 25 B M 28 . 5 BOMTAS- 102 7E I PRt 3RA5 R - B 300 45 B e A o f ok e g
1740k .

[xgiF] “EWE: T %8

DOI: 10.3969/j.issn.1007-3969.2015.11.007

fE4S#ES: R7353  XEERIEE: A XEHS: 1007-3639(2015)11-0877-13

Advances in chemotherapy for advanced colorectal cancer LI Wenhua, ZHANG Wen (Department of
Medical Oncology, Fudan University Shanghai Cancer Center; Department of Oncology, Shanghai Medical
College, Fudan University, Shanghai 200032, China)
Correspondence to: ZHANG Wen E-mail: zw65242@163.com

[Abstract] Chemotherapy is the main treatment approach for advanced colorectal cancer. The 5-fluorouracil
(5-FU), oxaliplatin and irinotecan are three major chemotherapeutic drugs. The combined chemotherapy and “stop and
go” treatment mode increase the efficacy and patients’ tolerance. The new drugs, raltitrexed, S-1 and TAS-102, have
been approved for use in cancer treatment. This article reviews the new development in chemotherapy for the treatment
of advanced colorectal cancer.
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1 TR EERR R

HAEESMOFE R , 14 Me 5 VELS B i
I3 AL

@ FFA I ASRE R B A 1T U] bR 1 B A 4 45
H: X BRERCERBETFANIS, HfF
FENG ARAE R S A= 06 B i, A 3 by Ja
g, (HEARRIRTT B AR I B
@ ANPEA I PRAE IR 09 AS 1T U B 1) B B 4% 7% 2
H: X BREC KT RGNS, (HAER
I RAEAR , DAGE MR TT A ], AT e gy
JP B2 B & T Ak YT s @ WAETTUIRR Y
MR X BBV R kB
JEICEFARYIBR, (B4 B i 5 A R iR YT
IR 45 g AR FARBL 2 . SR Z 48 G 1k
I7, SA R T A B TR RS TR VIBR 1Y
Mles; @ nlUIBRIE RS IERE . XS B EY)
IR R s Rkt B AT DUGE R
SEREYIRR, X T &84 8 3 BT AR WAL T A fE
TS o/ 7T A N 1] R

HR A AN R B RO [R) 2B, B AH I YR
I AW O SR W A I ST R B, X
BE TR, BARBEXHGIT B )
WA b, WARBTE ARG T 2590 F0 5 S8 1k
s
2 WirimIA R

BI04, R MEELE(S-fluorouracil, 5-FU)
S MRS B A T E— TS 25 . 200048 )5
SRR BVSRE . RERMbEE . PTmE N A
K AU ARBR ) R 32 B A K IR A2 A4 )
SLEPUIR (P 2 E R HTC225 . THJE FAHT) Ay )
KE A T W 10 g R85 B AR AT ] . e dfn 3R
FH 18 AT 7 A 5 Ok 75 28U A e A% A JE (VEGF 32 44K
1-39%cRt (B JoT e R SO PR Pt 0 % P A 5910
S ECH AR [ RIT 2 . TEARIT 2T, H
MG RS -FUSR 259 S-1 (6L & A BN . 6w
WE 1 SR R PG B0 30 1 53) B 25 TAS - 102t AH %
FENm R
2.1 5-FU%X%4

5-FUVE N e A 45 B 98 0 S il 25 Wy e 2k 2
4024 — R EE AT B, E DA MR

PEZIY), T R A BB (thymidylate
synthetase, TS)B{IRDNAG i, T bk 4 13
5-FUIL BAMHRNASG B HEH 2. 5-FUZE
TN PR A B BLE PR R A, AR
BB H A (291.8%) A4 — S W WE it S i (dihydro-
pyrimidine dehydrogenase, DPD)#k=, K Joik
R AT RE S EE AR B

5-FUA i DK 73 F0 # JDicim 1 0 25 24 7
R, HIHEBAMRANI0%, GEEREER,
HH G I KRR mER AR E 5 &
JUKHETE 25 24 Y B3 /4 B2 v ok 4 R ke = i L 13 B
=(31% vs 4%), TiEepkEE BT LS
£(34% vs 13%) ¢

W RS (leucovorin, LV)A] A5 TSZE G
TERSE MO ZE A, e JE X il P o) ) A 81 3 i
S-FUAILSEPERIVERT 7)o A LB FHS-FURR Ik
T, 5-FU/LVREBS S S RO T AL, HE28eE T
10%f AR AR W00 0 RS UFAR AN S B
IR, 5-FU/LV )5 % — H 2 Mibgs 5 ibs
WE—ZIRIr % EEEmANE, XA
AL SZ AT AN ROV A B, 5-FU/LVATL 2 {15
WEAERNIRIT T 48

5-FUMLVECS 167 B A i DK e 5 F0 i ik
MR, 7 KA Mayo )7 22 (5-FU
425 mg/m’, LV 20 mg/m’, FPKIET, H1~5K,
F4-STHES) . PR AYMayo )5 % (5-FU 370 mg/m’,
LV 200 mg/m’, #lkifEie, 51~5K, &4~5)H
FE) " JzRoswell Park /72(5-FU 500 mg/m’,
LV 500 mg/m®, #likifeie, AE%A2Z, #ELL6
JE, RE2RE) L AR T R R P
LA Lk = 5 A TR R R S X, T A
S BETE I R, S5 KR TR
TELPERBEHE AR N KT A, B A Xt
M5, EFEHZ R Roswell Park )y 2N B A
Pz R E KR TE A De Gramont )y %
(LV 200 mg/m°, 5-FU 400 mg/m’°, ki,
600 mg/m’, FFLEFRIKIRTE22 h, 12K, &2
JAESE), ALK RS, whkE R
H A7 RN TC E A A7 ] (progression-free
survival, PFS), Hfij 547 (overall survival,
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OS)f5 HE K- #a (628 vs 57JH, P=0.067)""",
VK 7 28 Hh BN 2E B TR RN N R
L) F AR AR, PRE, 7R 2 RS YD
FIEA A 78 B A SE Atk 1)y 58 vb 22 26 5 5 bk i
H5-FU/LV ., HRTFEIGIRBCA ST T ZErh s
20 A RAL ALV SFU2 7 (LY 400 mg/m’,
5-FU 400 mg/m®, ##lkHEE, 2 400 mg/m®, FF4k
HlkiavE46 h, F2JREE).

T K25 5-FUS, 5-FUZK 259
WA — S A RGN, R E . R
Br A A B TO AN RE P, E 7R MR ) 4R R TR
it Rt Ao 2t RN e R W R AL i (thy midine
phosphorylase, TP)EH % AE A EA 40 i 7 14
fI5-FU. & FFH e 41 40 h TP Y 6 1 L AR I
WAL R R, IR BB R PN I )
H A, AT KRR B MBI T 5-FUX 1E 8 A {4
AN E ) BRST R I IR B A s B 2k
(1 250 mg/m* IR, &51~14K, HE3JE M 14 )
SRk 5-FU/LV (Mayo J; 2R, #2
AR F(25% vs 16%) 17 BRTEA
BEATLIG AT He s R 35 i 524 5 5-FU/LV ik
TEMITE . mIBLLER A AT R LA IR 2
LR R R AU A AN B RN

R M ZE S — A IR IR, R TSN
UL BRI N DPDERZ HH B S-FUREE
Yo BARMARLEEE LT, (A iGEXT T
BPE ST B Bl VD A R L — 2R T TRl DL
JERA R
22 R knh £ ehBAATT

YD FE R AR IR E S,
RESHITDNA Y & il I 55, & ME— B ik B FE G
W RS S-FUIRIT A S an 2 25 12
FUARA TTHAIG PR 5 38 BV R R 2l — 208
SRR R20%~25% >, (B2 5 BRI IR
I RIS S/ B2 A T AR AR o IR
B2 YD FIEUAE e B A 1 — Rk

YD FIER G 5-FU/LV EAT PR EIFEHT, BRI
14 335 T e PR AR 52 L5 T BV R4 B A 5-FU/
LV(FOLFOX) 5 B 5-FU/LV ) — £ IG5 1973k
L O R BRI £ S-FU/LVAT 3%

R %, PESELPHS-FU/LVIERK 2934 ,
{HOSYTL2E 5], Mi3TAEFT Hh & IR 9T R IR
KEBZ T IR sLBUb RIS ST B R AT . X
WL ) A AP0 L S-FURMRA T B3 st , 18]
R IR SR BA Efr ik o 3SR OS
MBI, AR SR A 3 A AL
YIRRGEYT ) S Ll A G

1EDe GramontJT B IIHIHFFE H, 4204
W A6 R 45 11 i RS BE ML A 5-FU/LV A
FIFOLFOX44H (V> F14A85 mg/m®, 451 K+De
GramontJ7 %), MHE WA RCE5 K 51%F1
22%, PFS KON HA6.24-H, OSH16.24~H FiI
1470 H o B VDR G 3/4 B2 rh PR 4 i ke
ZIE(42% vs 5%)FIETE(12% vs 5%) % ZER%
W 2 WHFSE S T FOLFOX4 7 2 7E 1 1
Wt h— 2B YT R HLA

bt 55 1 ElFFCD2000-05/F 5% 12 S B vb ]
FARIS-FU/LVAYFI A TR, SRR Y40
100 mg/m’ 4 Rk ULV SFU2 B FOLFOX6 )5 %
XTI AL LVSFU2 , BRA 25 41 % LA 300%
(58% vs 24%)FIPFS(7.6 1~ H vs 5.3 7 H) i &1
L, T OSPIEMRI(16.21H vs 16.410 1),
PE— R B YD R RN 85 me/m A fRIfLAY
LV5FU2MA 2K R FOLFOX6 5 % H RIZEIR & )
RN

YL ARG B R 3G E (XELOX) /&
W —2 . 83697 . MR 11t
R U R RI130 mg/m®, H51
K, FHEABED 000 mg/m’ HiR, H51~14K, 43
JER NS, BEEWAHBFEN36%~55%,
HAIOSH19.540H o FEBIE 705 247 B 5
A R AR A 4G YD FI4(85 me/m?)BRA
BifbrEmr 2 ), W E R, JRai2.
3T AR YD AT T AR E110 mg/m® il
130 mg/m’, % REMARRILEN41%, i
OSHEIL VIR RN 130 mg/m’ BLybFEARY &5 77 1 7
F4.440 1), ZWH5EUR 5% 838 1 BL3/4 52 1
WEFREE, 8% I BLAN R M 28, 13% 4
FH I EN T RLEAE, B R T A
KAt
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BRAPAhS-FUZR 2517, 583 FOLFOX
7 F 478 ZXELOX ) L7 Z2 I B HL YT IR
58 N, XELOX 7 € 5FOLFOX T &I 4k
FIR 32 PR FEAH 2, (HPE A B AT TR
] 3438 TREE-1#F58 14 o — 350 11 1 B
5%, 150 & FiHLAZLFOLFOX641, XELOX
ZH i bFOLA (YD FI4A85 mg/m®, i1, 15K+
LV 20 mg/m’, #E1K, #EL3E, (KE1E+S-FU
500 mg/m’, FRkIEE, MEREILK, EL3RE, K
1), 58 ZIMFOLFOX 5 XELOX T £EH
WOR | PR Ut ERY [A] (time to progression, TTP)
MOS I 2= R G 12+ E L (P>0.05), fHXELOX
HARHE NI TF LLERE . 3/ARE T O X it s 28
B (38% vs 21%) LB &, KR KON ¢
1E3AYTY 5 TMFOLFOXAL 83 H B3 /41 vh Mk 20
J it = E 1Y HE A B 55 (53% vs 15%), TTMZHIY
3/AREIRTE R AR IAR 2, ¥IN31%, AIOH
g2 1 N 47401 R E BEALE AXELOX 4L (HL7»
Fl&1: 70 mg/m®, 451, 8K)MFUFOXZH (Vb
FI4A50 mg/m*+5-FU 2 000 mg/m’, 54l
24 h+LV 500 mg/m*, ¥ %1, 8, 15, 22
K, BSHER). 4553 E/2R, XELOXHFUFOX
LHAE R AR (54% vs 48%) . PFS (8.0 H vs
7.1 A0S (18.840H vs 16.81A) 22 R4
T8 (P> 0.05), A HFFE B4 4T 7 635 11
Wk A XELOX X L FOLFOX i %8 —4£R IR 7 Y
Il PRAFF TR R, 255 R IMXELOX 7 AR A 3%
FAL, HA BRI BRI AR5
M, Wi FEPFSHIOS o i 25, XELOX4
A PR R BT R LR B IRV T £,
MFOLFOXZ Hi B Hp 47 40 i 5 = S L 3] B
B Bk, XELOXHMIFOLFOXAEST AL |4k
AL, AH T AR AR 55 A I AN T L ek A A R
fEHE, (HH P/ MR BT RS IERA R
RV

i [ R ) — IR 45 0t BE AL 22 rhc I
W58 A ZH T 340151 g 199 — 2 i dd 50 A 4 2
S-1HA B FIAAISOX T E i XELOX T &,
gE R L MSOX T RAPFS AL T XELOX &
(HR=0.79, 95%CI: 0.60~1.04), T H A %%

TXELOX(48% vs 36%), {H3/4 )% rht o 41 ity
Bz O . ML/MCR BRI TS R B & 0
SOFTHIFT 1! 7ESOX 5 4 Ml St fin i DL A2k
P, GEREIR, FES5124] H A2k i A g R R
HHSOX/ N ARER TR 4, FFOLFOX/ DL K2k
i, WAPAPFSHIA 115 A FILLIA
FMARCRAL, 5308 61%M62%, K,
SOXA 1] LAVE Ay SIE Y AT r e A i 98 — 23R 7
AR 00 (HS-17E 6 M R ME LT

DLB VSRR R S 1 7 Ze b mT DI —4k
PP ST A BT % W) e I 45 B s o AR R HILIIT
HIGERCORIIG KA, FOLFOXFIFOLFIRI
W EPDJF 2 L H e, —ZFOLFIRIJT &iR)r
S W 5 SR FHFOLFOX 6 26 VA7 5 3 1 A 2R
N15%, PFS 4.2 A MY —1ife 3 E A
SR A R BE LI I AR 78 v, 812
{5 A3 5788 B Vi 9T 2 v G 1A B s A BELATL
M3 — 2 YD A2 (85 mg/m’,
2 ER), —4HKkMHDe Gramont 5-FU/LV i &
(LV 200 mg/m*, 5-FU 400 mg/m®, #lk#fEse,
600 mg/m®, FRELEIKTE22 h, $1~2K),
B2 HFOLFOX4 )% ** | WX Ex=,
FOLFOX4ZH 2 WAT 2R W & = T BV FIE0 524
FI5-FU/LVAL(5>3189.6% . 1.19%F10.7%); Hfi
TTPH}[RIFOLFOX44] . 3% & F5-FU/LV4 (4.2
H ovs 2140 1), [FEE 258345 R FHHFOLFOX4
5 RIGIEIREF 2 (28% vs 15%), T A2OSr51 N
9.8 H M8 TN H . HIRFOLFOX44H M 3/4
AR (AR TS WU i R e s 20 i e =
EAF) L S e, (HIFR I R BUA TR T 1R
RAGAEITMRIET R T 2 5 — T
L BAEWTT, 6276 2 T B /5-FU—4IAR
57 R U 10 W 40 i 98 R A BEAIL A 4HFOLFO X4 5%
XELOX4H, WEHIPFIEI —ZIBITIyrst, &
MXELOXTT AR . TTPAIH {08 LA
4 FFOLFOX4Jr 5 ' o Nk, WP FIHRES
5-FU/LV(FOLFOX) 1t 3 [= 9l it o FH 0 37 85 B
— AT RMEIRIT A RO HNE K. R
W HAZE 159 o

ARV FBAR FZA RN, A
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3 R AT P B R S A 2 A AR S SRR
ZLEAAE, FT A DA v JER 0 B2 ARG B A A
FEEH, BRFIEIERLS0 mg/m’)5 H B3 E
TR R AR R AR N10%~15%, FEHEE
it — BRERINE; FEURENTF.
FE LR DX R g R R R i R A R AR
B, ATPRA T Ao A, R R R A A
A, H—H B4, TR RV RN
T R R 3k G 1 AR DKV VAR | kRl 4 JE sk
Wit o OIS R E RS ] (A2 hEE R &
6 h)ilik b 2 IR AR LR B IR B PR R A

AT N R BV R — A E A
RN, 2925%%%52 BRI YT 1Y E Tl AE
MBI . R W NI RGRER . B2
rh R s N BB AT LA LT AR TR B RN R X
SEALEE, FREERGEM Ak 2, I KRk
TV B 1) s A
23 FEEHBEALA TGRS

P B RN A T Al ), R
DNAMRUHLZER . Toie & 250 Rk A 5-FUEY
A 1) 25 W 1 W i i 2 A R

B S R BA 25 0] T 5-FUIA YT 2 I A
L MR, R R R
AELEATHR(36% vs 14%)FIHETE o 12

A AT I PR 3 6 30 52, 57 5 B Bk
A 5-FU/LVAH L L 5-FU/LV A i n9 4
FH# . BRI DouillardBF5E ") A 4138744
AR RS B B, BEMLIEAS-FU/LV
HAR L BRI S5-FU/LVA, B4 254
ARCEA9% vs 31%). TTP(6.71H vs 4.4
H)YMOS(17.44-H vs 1414 ) HB1345 W 2 42
o A FH 245 40 AR 3 B B AR OC IR R
N Z, W3/4FE IR TS (44% vs 27%) Fib ik
B2 M B = HE(29% vs 2%~4%), {HER] 5 |
ANEHAERYE, 5 —TEKYEORTC 409864
g8 VYN L4300 W i R, BEBLAY S B
Ji15-FU/LV #ii 41 fn B 37 B R Bk 5 5-FU/LV
W, W A B A G SR B S A R FIPES
e, OSEWAHEQ20.11H vs 16.94
H), H2ER TG0 L (P>0.05), F[EHSaltz

ai V8 I B O RIFE SR FH B 2 8 K A 1 1 5-F U/LV
A DT B E(IFL T 8 . A B RE125 mg/m’,
5-FU 500 mg/m°, ¥k, LV 20 mg/m’®, i#
WkHEvE, MRES, EL4E, KE2H), R
SRIFL 7 ZEAH EU i ik HE 12 5-FU/LVIF RUCE 4f, {5
IFLJ7 S8 A R R0 3 Dk 3 5-FU/LVER 5 B
S BE(FOLFIRIT ) i % R,
IFL 7 2 EAE NS B BR X A FU/LV [ 41 1
U2 )5 %, BICC-CHFSE ) ik 1 3Fh AN [ 1
FCPT-11FI5-FUSIM T 8, A BEHLEEA
5-FU Ik 5 4 CPT-11(FOLFIRDA . i B
AYIFL(mIFL)ZH 5%, 55 th 5 % & CPT-11(CapelRI)
4., FOLFIRIZ{PFSH.mIFLA (7.6 vs 5.9
A, P=0.004)F1CapeIRIZ (7.6 H vs 5.8,
P=0.015)8 B %EK:, FOLFIRIZHOSikF23.14
H, mIFL4}17.64~H (P=0.087), CapelRI4H
18.90 H (P=0.27), CapelIRIZH I L) b4 B
%, FOLFIRI4 /b, %Wt5T R, FOLFIRI
TEYT RO 2 4P Ty A FmIFL{ CapelRI,
FOLFIRIJ; % Wi AE N Mo B 25 B i — 2B 97 1Y
PEFE

PP ST B AT T BV R R IS Y
ZZIRYY, FOLFIRIN R 4B IT AR R
49%~20%, PFSH2.5~7.14f 1414500

PAr B RRRE R 5 R IR A 15 5 5-FU/
LVIEIRERYITRE? AT PII0 I 9IAE 53 DH R Sy
FRERG - REFLIE A R N R e 2k 1
BRERYLH A . BICC-CHFSY ' *°) Capel RIZH & 3%
FENE S RGO (19 & A= %6 I 4 3% = T FOLFIRIAI
mIFLA , 1 H AW RITFA R PE#; EORTC
41005%f5% ) 2 LA FOLFIRI 5 2 flCapelR1
T RBIT RN 4k, BT R EA 8 8
A TIRITAREHESE T, Horh6f] & 2k #E CapelRI
4H, TM2W &4 {FFOLFIRIZH, CapelRIZHA61%
) T Bl e, T EFOLFIRIZANAT 7%,
PRI AT 2R T2 ot . SR, Sobi—5
Meta 2 H7 Rl A T 63001 PRI ST -4 4845
T CapelIRI(IN AN D A2k B 41 ) 5 FOLFIR Iy
ZEOMBA I VAR BT IR RO, H:
HHE T L2, A TR R
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(14 [ o 166 A DL AR BR BB 25 1 J LIS, Meta
AT 4 R 7R Cape RIS FOLFIRLELA AH LI 1T
RO A 00 o A2 R B T g 1 e 3k [
W2 PR T ST B RIS R R b s fais
ST 7 (XELIRL: s B:hE90 mg/m®, #51K+F
Bl 200 mg/m’ iR, BER2UK, H1~5K,
R ) AIATE, S5 R3/AFEETE & AR
K7 7%, kLA R = RE & AR A 17.3%,
— 2R PFS K85, “ZPFSHSAMH T, H
i, CapeIRIJy % 1] LIfE WFOLFIRL Y £ 1) —
FRERAR, (AR RIEE R, T A A
T B AR T RORN 2Pk, R X AR R
&, WES—LER,

[FIAEAE R RUPR W e 2458, S— 1A B ar
R RAAE HARSAS TR IR FIRISHE
I8k BUB SRR AR M A &R TP
% 5FOLFIRIT %, "I/EHAIT ke
T SUIAF 5 B0 90 B s A 7 5 BRI 45 DL AR BR B ]
BEIRTFFOLFOX/CapeOXBEA D AR BAHTAH L1
Jra PP, AR B9 T TRICOLOREMFSE L iE 76
i R

SN-38J& A 7 B FE A i YA =4, s
FRAT Z 1l TR 0 MR S I % A2 B (UG T 1A DA
MMEFAEUGTIAIEH W 2 5%, e 28
UGT1A1 B Z 28V 500 57 B B A A R A+
Ko dLEABET10% 1 B EFEAFAEUGT141%28%
i L4l A F AR (UGT1AL 7/7), XS 0
PR 75 RS | RS %) 5 g 3 IS g A P 4 i de
ZREN E s B E AR UGTLAL 7/75 451
12 54.3% 1 (HIE ABEAATEUGT1A41 %65
A5 UGT1A1%6 G/ATEA/ATY (B F B TE R,
HE 33 /4 2 i T R e 2 A5 2 S ) XU - 4
B AU R, TR UGT1A1 3L
GG 45 SR Ve O B R RO 8 1

535 5 FH BV R 4R R FE Atk ) S8 R A ST
BRI T N A E R, WEATEAR
N A5 225, AT DAAR I B3 A0 2 S R b g
RO AR e B . R AT RE ML R 3 4237 3
A A A F 25y &, ML TS %e R iy
U PN EAIUE YT ol Ly it S

2.4 WHIRAALTT 7 EA ik

U5 T BV R ER A S BRI A BT
MIT R, PG 5-FU/LVR RN 7
NOTAIHFFE AL T 7950, BEHLIEAIFL
FOLFOX45{IROX (7P 485 mg/m®, 51K,
PAEEERE200 mg/m®, 551K, B3 ERE)FE
4 ') M TFOLFOXA4ZH#IFLA bR i b 3
M7 T BN R /N, 2509 42 5 4
H "', FOLFOXA4TCIE AL % WA R (45%
vs 31%). TTP8.71H vs 6.9 H)ikEO0S(204
H vs 150 H) ¥ TIFLA . 32 IFLIAYTF I
BRI A . BTE  Kk SEG DL R R YRR
Y e = PR R I LB S 52 FOLFOX4 )7 58
TR ) AR DA R AR B i 2 M 45 Ak
T H A T TR 2 B SRR R
FOLFOXZH tHAZIROXZH 7w H 7E A 2R (43% vs
36%). TTP(9.2H vs 6.7 ) F10S(19.54 H
vs 17.30A) Biiis ) . 702 R 1
ZIROX 5 22 B3 B K LA b il ik = 25 L 45 B
W

% e B ke 1 () 5-FU/LV A G S 0 J 2297
B, ZJE 25 RS A LI H A5 RH T —
A DR ER ALK & FOLFOX B AR BR PR PR &
FOLFIRI )y X L RFgE 127284 4B o, it
FH k% 1 19 5-FU/LVS , FOLFOXAIFOLFIRI
ESIE G

GERCORMF7E % H 1 =EFOLFOX6 J7 £ FifiHl
X HEFOLFIRI Y Z& (17 5 180 mg/m®, LV 200
5{400 mg/m’, 5-FU 400 mg/m°, 5-FU 2 400~
3000 mg/m’, FREEEBKIHTE46 h, H2HER),
2261 WIA B E SRVFTERENL T 2RI 9T R IBUE &
e — iR R WAHBREIRITANCR(54%
vs 56%). PFS(8.0™H vs 8.54H)F10S (20.61
A ovs 215D ISR, AHZE ZLIR7
PFS/3 5145 14.24 H F110.94 [ (P=0.64), 0S4
AR21.54 A F120.6 H (P=0.99), iZb58 £ %
L JEPFS, WA 245007 7E PFSFNOS J7 T 22 5+
TGt L (P>0.05), SCHFOLFIRIZH 3/4 )
P RE RS R K e AR %05, e HHFOLFOX 4
20 3/4 B ) rh PR R A A e = R A 2 B R AR
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R
BRI 5T AL B3 6 0491 1 3R — £k &
F, #:ZDouilard 7 Z (7 B HE180 mg/m®, %1
K, LV 100 mg/m’, 51~2K, 5-FU 400 mg/m’,
FkifEE, 600 mg/m’®, FRLEFRMKIRTE22 h, 4R
1~2K)8FOLFOX4J7 Z4by7, WA B FHIRIT
BREE(B1% vs 34%). PFS(HR74~ H)A0S(14
DA vs ISP TSR BZERL, A R 22 540
AR
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