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Use of irinotecan plus targeted drugs for the treatment of
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advanced colorectal cancer

Zheng Yu Pan Hong-ming

Irinotecan is an important chemotherapy medicine for the treatment of metastatic colorectal cancer. This
article reviewed the results of irinotecan in phase 1II, III clinical trials, which had been demonstrated the
benefit of irinotican treatment when in combination with cetuximab, bevacizumab, panitumumab in first
line to heavily pretreated colorectal cancer. However, poor results has been found in some trials when
irinotecan in combination with the tyrosine kinase inhibitors, sunitinib and other small molecules. So,
the relationship between the mechanism of molecular biology, clinical efficacy and drug toxicity of such

treatment need to be further investigated.
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X} 10.8%, P=0.007), HLEpEHERERTR] A g
HEBME (41 1MAX154MA, P <0.001), B
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Y1, B BRHA E5— SR R A A
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TR N 0.66 (P < 0.001 ); H4L PFS 43314 6.2
ASHF10.6 ~H (P < 0.001); RR 43535 34.8
44.8( P=0.004 ). WHHTRE, RRIEE . HH].
DEERAIESr . HR AL E % WA 7] M £ Bk
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K 4340MH (187408 3F 1344 H , P=0.014 ) ;
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AN EBEE ; HIIXEAREHAERME.
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SR, BB D RE I AE RO S5
W EFMRRBINARRIP, BA TN RBREHIE
ST B E KB RARBRE (21.3% 5t 14% ), B
bE, 2RAE UKL SR DUERBR BB BB A by T E
mCRC BFW—LRIBIT
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HHRRBRAP L EROBESTR. 4306EED
HIAL FOLFIRI Far 8 pR + SURMELE + A ARES,
2 AFR ), mIFLC SRR + BURMELE + IV HHERES,
dl. 8, 3 AHE )M CapelRI (HFILEEFE + K%t
B IMTRMLIK. PAMEWM4NA. BN
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TFEiH#ERE L B2 ML B /R, FOLFIRI+ I
RERBHA A PFS A 112N A, 5 mIFL+ MR
KREHIAM 83 MAMEER, HEERITLHIF
B (P=028); MHARN 0S ZRNUAGF ¥R
(P=0.037), /328 MAFI 192 41H,

2009 £ ASCO £ _F1RiE i MEXICO BF5t -
D% D142 BR B4 +XELIRT ( RH53E + AL BB )
5 DU £ Bk B 31 +FOLFIRI 75 % #) mCRC 573k & %
SHHT T R, &ZP5E 145 # mCRC BEH
AR, FHEEHLA T AR S HT +XELIRI g )£
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PFS K OS HiXB 9NMA K 234MNA, BRRRIN
S5EAREME, MHAMTEEEEH.

2.2 MERBKERBRAFIHREH KGR

Horita % [°7 8 AVASIRI BFSEXHR ST S ERE S
T AR Bk BT — R IAJT mCRC H 22 24 F A 30 5
TRHEHER. FAH 25 Hl—LIBITF R B mCRC
BE (K16 flFEALTRYAS), EREIE
ABER 2%, HAE 156 BERFERE (SD),
i PFS J 11.6 ™A, $AL0S K214 1H, 3/4
RARBHEERNFHRHAMBET (64%). B

M (16% ). BE (8%). M2 (8%), 5N
RIRBLIUAE R 3/4 ZARBMHREIE (12% o

Suenaga % ') 7 H A A\ BE R AT T K AU
F5E, FEALHI 34 B35 —4k FOLFOX KUY &
ZhMERERE R 23.5%, AL PFS MIZE AT
We Bt 1] (TTF) 43514 248d #1 221d, {7 0S K
651d,
23 MAKRERKEBHLETLRAFILRA T
¥ 7 25 6§ mCRC

Saltz % ! ) BOND-2 BF 35 R 47 37 B B I6JT
KWKy 83 Bl BB R EREVL 2 A, &
SRV ZE BB + DURBREAT + AL B4 (CBI,
43 5] ) AT RE AT + DURBREITA (CB, 40 #) ),
GRER, CBIAR CBHARRHAE, BEERNY
37% %t 20%, TTP 7.3~ H St49 40 A, F141
IR 14540 114408, ARERREN
RERBHBRGNAH, BENWZHERL, AU
BRMUHEYFRZGNAMNEE, FREANS
BT Bh + AL BRISTRLBRTHER
WIS E R B R P SRR (RN 23%,
TTP 3y 414 A ), CBIAMITHERLE . R,
CB 4 #¥ 7 U V0 25 BB B 25 P 30 B T s i 5%
fRHEN 10%, TTP X 1.5NF ) HERE. #BmIk
KBEHNFHNMEEREOZEANWANE
BENHZ—, XANBEIGYBREETRE TR
WK
3 faR B

G e B P R 2 AR B3 EGFR B4, %
B KRR A FIar IR % B R, FDA
F 2006 FEH AT FHIGE BILA G ZRIRITER
PROWE R | BB VDR A AR LB R IR T 5% T A4 B A
KGR
3.1 M RBAIRAF T BB — RS

Kohne % 1) w2 B U B & ST B R/ S —
KT T NER, XR—-MARRREKE
FOLFIRI J6 57 mCRC BB #H 35T, Ft A4 154 4
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BE, Hrb 145 GIREESRZT KRAS EE KM,
59% RHEFER (WT), 419% HZE7A5E (MT ), DRR
535 8 56% (WT 4 ) F138% (MT 4 ); OR X
2.1 (95%CL:1.0 ~ 4.4) , I ERERREERT (H 25 N
BONMAET41MA. EWTHAEELSHBREET
T RO IBR (8% Xt 5% ) 5 HHiz PFS 23518 8.9 A
724 H o B8 AR R B2 B Bk 98% ).
M5 (79% ) MO EFEER (51% ),
3.2 MARBIABEEF LA BAE A BT

Peeters %' 7E 2010 4E I R 2 Z%% (JCO)
RIE T —IUR B R H e BTk & ST B FRIA YT S RT
— PSSR KA mCRC BF HIIGRATSE, $hA
2H ECOG ¥4y 0~2 f 1186 B 3, 41 : 1M
¥l ABAJE Bt +FOLFIRI 488k FOLFIRI 4, #R4E
KRAS EFARAXT PFS f1 0S #1740, SR EH
91% KB FH 2 T KRAS RN, Hrp 597 4
(55% ) NEFAR (WT), 486 ] (45% ) FRAE
(MT ). 7E KRAS ZEFFFARMTHBEF 15
B HiEk-5 FOLFIRI BB B 2k & PFS (HR=0.73 ;
95%CI : 0.59 ~ 0.90 ; P=0.004) , H{; PFS 435K
59MAX391MH. oS EHEKKEE, HELKHT
2B (145 0A%F 125408, P=0.12), BMmE
HHBRIRE (35% XF 10% ), SRT7E KRAS #H
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I3 B & A 5 B A5 EGFR 25400 BE AR

Cohn % 1) i BL Y FII 47 28 = AP BE-& DU A Bk
BHIRIT RN S BEE R EEZ M ARG
FOLFIRI J&¥7 HIyTRGHAT T ULEE, LA 116 ik
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DRR (23% Xt 16% ).PFS (26 J& %t 19 J& ).0S (50
Jxt 31 ) WERE. RKENE (86%) FiEE
(74% ) RBeH AR B
4 EGFRESEEHBESHIHIZS (FIEBR/IEEER)

5 EMMRER S ERBTAELL, H I
UEHEIESE ¥ R 8 e BAIRYT mCRC AR, A
— 2 EXMLIT B & JE B JE 7E mCRC HITRYT

TTHHE. Wolpin % ' 37 3k# R B4 FOLFIRI
—E£I89T mCRC MB K ZRBMLZMHTT
PIHHRE, EREAFEERNRE AR ZH &
AR 250mg, BEIEFNH AL MR/ BB
FBFRGI RN, EWERN 16 HIREF, H 56
RARETS, 1508 R4 M v v 5 2 SRR e %
P BRIER . 25% WBRERBHIBFE(PR),
56% BBEKAGFFEE > 12 AR SD,

Santoro % '’ ff}—~~ FOLFIRI+ 7 3£ JE X1 IR
FOLFIRI JA7 mCRC W8y THABFE, AT 100
B A, 458 &P FOLFIRI &l FB & H S
RRERFBAESRE, XATHSHEAHTHTIREHN
TR (67.3% Xt 52.1% ) ST ILST500E 2
ST R HER A

B2, EGFR B & BB 10 4 25 % 45 E %
BETREHF LITR . 7£5 FOLFIRI B A Rt, B
BT B A R T 5 BRI T I R 52
B, XERNETFEREREEUNE, HEEs
FMALST o
5 sFRER

R £ BRiC MAE AR SRS R
ViMEZYZ— , BRI MR E . 2006
£ 1 HFDAMEFREERHTRITESHSH
REMARRZRF DB RIBITRBAE BT
PRiE R . A RIRE, FRBRAHS
T ZEMZ mCRCH—EMITRL, {85 BRI
PIVESE UE B 3 5 6 37 B BREK 51697 mCRC B9 K
P15 Starling % 10 B9 T BBIG R BESY, WK
#F e ¥ JeBt& FOLFIRI #E#] A mCRC BB K it
ZRENEXK37.5mg (B4 FHF2HE), DRR K
57.9%. 1B Qvortrup % ‘) B} 5% % L BE 7 %t 54 >
Fe. B BE. BUREE. HR2E BN
mCRC, AR RZERY + P BREBRASY
BERREEBRIFEAY, FRBERMWERKTHZ
FIEAER 25mg, TEALR 29 BIREFBRE
H CR/PR &%, 1BF 13§l B EFBIERER
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