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Abstract

Malignancies in digestive system (MIDS)
are most common and they are major causes
of tumor death in the world. Despite recent
advances, patients with MIDS still have very
poor prognosis. With the development of tumor
molecular biology, especially clarification of
the mechanism underlying molecular signaling
pathway for tumor cell proliferation and growth,
researchers have started a new field and direction
of clinical tumor therapy, i.e., molecular targeted
therapy, which was essentially effective in tumor
treatment. This article elucidates the current
status, latest advances and developing trends of
molecular targeted therapy for MIDS.
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SU1248 & —Fl IR ¥, B2 AN A A
(S 3697 259, ¥5 B B0 5 P R 40 i A= K TR
T2 A (vascular epidermal growth factor receptor,
VEGFR). PDGFR. KITFIFLT-3f1 4%, H
A UL T SR B e 88 358 5 1) 7 38 S (R
FURIN, SU11248%F T4 i 25 (IM)F GISTH
BT R, IR SU11248 1T BUF T IM
i 25 BTGV 2 IMIK GIS THR 5 1) — 2367,
1.2 BRAAE R V5% API(C225)ZPEGFR
[N/ BB B I mAb, R 5 4 4 38 A K IR
52 {AK(epidermal growth factor receptor, EGFR)If]
a4k 46 kg k, BHWTEGFRITGF-aif5 3 N TPK &
SRR AN T KAlD e R T A ke A )
FUR R, C22575 B M & I B v e g 1
SR 0O BAGTT PR SO BIANSBE— AR
FIEGFR mAb-matuzumab(EMD72000)5ABX-
EGF(panitumumab), m=EfIPER . 584 NG
WA X EGFRIFmAD, HAEHHLHIFIC2254H 1L,
H IR s A NEALDUA, Bk THAMA
(R A0 R U AN %R, H HTEMD72000
B4 ECX(Epi/DDP/Xel, 2B 5 25/ i41/ 45 2iK)
A7 1 TL/ATUI AR A E AT H 7

R AR R 52 A4 - I S IR B (EGFR-TK)
REHNHIFIOSI-774-1% 2 %% JE (erlotinib, tarceva)
JEAEH FEGFR-TK R A /Ny T A, 7T LA
FEH 2 R B, S e 0 P S A R T
A G S AR T S R U 1) P P DX A 4
IR Ak S5 B, BELY ) RS TR AS Ak T, &
FIH50 bR 40 i 2 4 ¥4 . Dragovich et al*'4it
18 Tarcevaifyy 7 1 €0 A8 Hl s/ 75 et (¥ 11 4
I REFFESWOGO012745 3, VA TEiETF A V) kR
SRV B AT B W FR A 4 T Tarceva
HiZipo, PRA9%, PREEFH 4N B A as S iy
s, B CPRAE . B A E e S E R
Jeb I HP A A= A7 ) (median survival time, MST)%>
H46.7 mo53.5 mo. FERIZIT AT BEACH
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Shah et a/” % JTJCPT-11/DDP },avastiniiJy
4700 VA W I T R R R R, A
F7 eI [E] (time to progression, TTP)/&8.3 mo.
RR(respons rate, RR = CR+PR, ZZfE R = 54>
SEARATR 0 AR)65%, MST 12.6 mo, WF5TINA,
CPT-11/lii%1/avastinifJ7 ##% 1 B m/E IR
P AT IR TT BV T A2 (0 7 2.

bortezomib & —Fl26S [ BRI, #1
AT, Ocean et al"” A bortezomib 5
CPT-11(125 mg/w)ify7 B, 76l LLE AR
J7 L E RRON28%, Joilt g /47 (progression-
free survival, PFS)3.5 mo, 47 & A 17 1
(overall survival, 08)10.5 mo. 7% LAfERIT i
(1 EERR A 0%, PFS 1.4 mo, OS 9.9 mo. Jatoi
et al"" ¥4k J7 Tax/CBP 5bortezomib ] 1 B i i4
J7, RR 23%, MST 8.9 mo.
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6.24 mo, 14EAEA7 K 23%, L% FiE W B iGE, &5
Z0S 5.91 mo, VEAELERLT%, 727 A G007
X. Kindler et al" 338 7 — 30 11 G R 57 4%
B Gem+avastin, RR 19%, MST 8.7 mo, 15417
#£29%, TTP 5.8 mo. VirulizinJ& —Fh e 5171,
AR BB TN AN LR g% ). Wright
et al"™} % Gem+Virulizin5 Gem+2Z2 & # (FIBEHL
X RAITI PR ST 45 5, TTP 2393 416.3 mof16.0
mo, WA T, 7E— BRI (performance status,
PS)0-1 X 4648 g, AEAF I R RE K, a3 4y
N IIER 20 1 ik 75— 2D A

1.4 9% Siegel et al' ™R ) 11 11 AR IR K 45
REIR, 46/ 0 R BB B avastinif T,
RR13%, PFS 6.9 mo, 14E, 24E. 34Ef0OSH
H53%- 28%- 23%. SDKT6 mo#63%, TTP Y
6.4 mo. Zhu et al*™ B GEMOX-BJj L1897 ik
TR B 5 7% 1 JH 40 9 T 0 R AE 5 &5
R, 0BT PENT B HRR 20%, SD 27%, OS
9.6 mo, PFS 5.3 mo, 3 mofl16 moJPFS 43 Jill g
70%H148%. 5697 A ICITI/IV BEREME S W 3 2L
H A RE . — R R T I
5. WFIT 45 R RGEMOX-B 7 L9677 41
LT 98 2 22 44T R0, PRSEE R4 N, by
AR PRI,

ZHAEJE(BAY43-9006, sorafenib) & % 4l
SBEIE ), ATPHBTR af/MEK/ERK 2 VEGFR-2.
VEGFR-3%%. Abou-Alfa er a/*"{f1—1i 11 {1k IR
R, KA RPAEBRIT 13741 C7ETF R U) B
(1) 3t J A T 40 B e BB . PR/MIR GRS 40/ Tl 2%
1i#)2.2%/5.8%; 33.6%[1) & #SD=16 wk; TTP/OS
4.2 mo/9.2 mo; TI/IEAR B N EEAIEE S
(9.5%) JE¥5(8.0%) 5 F 2 L5 G 1E(5.1%). 1GIT
HI R 25 = K FpERKFH ITTPR K. XF L
I TR RIS )25 8, H i C It T Bnling
BEALIRG ARG, — I [ By 2 TP O S U(SHARP) 4
602451 W5 3 JH- 440 b R 5 S BATL S T N A
Rt Esorafenib LG IFS 7 4L, 27~ Hisorafenib
L2 FIMST(10.7 mo) i 2 Pl T2 &L FI41(7.9
mo)*. % —Ii B 7E W 5sorafenib 241k S5 OSHI
R EAS UiV IN 7 PN ol e dsvi

Philip ez a/™' () T1 #AIG RS 1, 3861 TC7LTF
AR [ W60 i P T 4 s S p o 35 B9 % JE (150
mg/d), 45 % ERPR 8%, 32% 151 BEVT6 mofitiR
JeERE. Thomas et a/PFR3E () 11 I R 5 o,
A0 TCIETF A e 30 4 i 155 45 T Tarceva,

AT SHE AL ) 27 0T e B 9 () V7 AT ) .

1.5 XA # [ dH VEGF ) Avastin& FD AL
T EVE T R I mAbZS ). Hurwitz er al>> [
WFFTE L AvastindBF I K T 167 1 ) B 42 .
7£2005-20084-ASCOL 1 _FHochster er al**i%
i T TREEIGARIRIG S5 R, #i52 Tavastin
LEE K e — Sty i Az, TREERE H
TREE-1FITREE-2 MRS 41 . TREE- 1A%
LA FOLFOX S (Fr 8 ki1 5-FU). bFOL
05 Z (F HKAEE 5-FU) FCape Ox 5 E(po K Hi
)26 T W K Wi 1097 20, TREE-21A4%
WL bR AG ST 7 E+avastin 97 2. 455K B
7~, FOLFOX 7%, bFOLJ & MCapeOxJj %
+avastin 5 LI LEAMESE & T RO, &
FEK T H AT A7 W (disease-free survival,
DFS)HIOS. i HE 2 &, TREERK: Wi &
PRI I A7 FEE 1] 6 7 w] LIS R 9 K i s 2
HIIMS TR 24E(FOLFOX+avastinf(JMST4
26.1 mo, CapeOx+avastinfJMST 424.6 mo).

avastindE M K e 16 — 2 vh 97 b s
RT3k TRC-30145T 7, avastint5-FU/CFif
T CPT-11BCEEFR VAT R W) B M K e
#, RRi&4%, PFS 3.5 mo, OS 9.0 mo 5% ik
A=3/4R5 I, FErh3.8% & AR A I 1T, 4
7~avastint+5-FU/CFH T AsUEvR T RN 1) (835 n]
REo A LU R I RO 2 . avastinfE K
S BT T, H R 2 T R 1 AT
f7H. NSABP COSIRG Lb A 11 A s ITTHH A i
HBEBZFOLFOX6 tavastinfiBa 77 097 34,
AVANT{ %KLL FOLFOX4. FOLFOX4+avastin
FXELOX+avastinfti Bhia 7 11 s e
BT R, TTECOG5202iR% 56 U H A FOLFOX6
FavastinFWELE & 6 K Bha T+
MR R 1% LA RS Ky avastinfE K W4
Brayr e SR e — P e,

C225 % H T W B K Wi 1) — 49097 B B
U7 3P0, HAE — R h T TP A AR A
H AT 2 0 1T 30 PR 56 (1 9 20 45 1 8 7R €225
TR A PLCap-11iE 2 A LhOxa kg 2E Al 1 £k
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PR AL E B 2 A4

LI R 5T 5 7s ABX-EGF (panitumumab)
VR TT BRAT IR R ) e B M 4 B s v] L
B4 6% [ i 98 1F Ji UG, PRIA $18%, 90% (1)
BHRER S, M ERZ R RS BF AL
ALY . ABX-EGF 5 ALIT B4 M 4
I 0k g5 e ROA D — Sl B Ak T Il
PRI EREAT 2 . 78 o — 500 11 31 R E 5T
v, PRI K. EGFREHTE K 7 &
H14801, 45T ABX-EGF A 7 677 . il 4t 1
WoR, AT 150 R FIRIGPR, 54413K43SD, H
EGFREIA/K P57 20 R IEAH O, X I 513
WESE, ABX-EGFX At —£RiA 77 RIG
MK Wi JR A7 W R PUR TS %, Van Cutsem
et al®""WUE T — BTG ARHIE 7T ¥ 45 4. 46341
WEAE AL )T (L H55-FUL Oxaf1Cpt-11)%K W1 5
WK Wi B 3 BE ML 2y P AL, 43 )2 %2 S HE iR
Jr WA panitumumabifyy FIUR LIS RRR YT . 45
KGR IPES il 98 wkll7.3 wk, RR7E
panitumumabZl 4 10%, % HE410%. 7453241,
panitumumabZi 77 7% & FOR 0 AL 24,
Ik, F2EFDAT-2006-094it#Epanitumumab_I- 17 ¥
J7 ALY (B35 5-FU. OxaflICpt-11) 2 1)1
LN 7T

Y697 R AT S TN HTE G F R BT IA 7 3R 2
MEGFREIA/KFHh, EGFRIFIRA T RE 8 ) &
2. 20084F MASCOMFE &, 247 2% 5 PP
TCRYSTAL. OPUS. EVEREST. PRECEPT
A 113 T 36 i) vp B 45 R, Sk C225
FOLFIRIE{FOLFOXHEX #5177 LA K panitumumab
HZGIRTT NG R, 458 fekras & TINA YT 2R
LA bR G krasHk IR 5845 (1) 5 5 M &5
Jin i F AN N 4% 52 C225 HL 2 a5 FOLFIRT/
FOLFOX, {# panitumumab #4577 51 255 A #h ki
1RIT. krasHF AR BT SRR %, MST. PFSIE
K, TMikras5¢A ¥, #H HTEGFR AT iR 5 |
PFSLL LT A% 40, (HIC R & 5.
11 FL3 N 4TE GF R 5 K i o itk ras 547,
krasFH Bz P B Y. A2 AT R T T R 1,
I, kras 25—/ HIERIE R VAT IS AR vEAL
IR MRS s — IR A Ths ik

PTK787/ZK222584(vatalanib) 411/ VEGF3Z2
A4 AT L5 M98 B4 A5 2 1 1) 7 2L IR R 288 1) /N o
Fpoth &4, 855HIBRA 2521 CPT- 1A 77 1FI
WK e B B2 FOLFOX4 /7 & +vatalanib
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LRIaTT, 45 RN, vatalanib ] $i2 5 B (PFS(5.5
mo vs 4.1 mo), | H A 1EOSTEZE(12.1 mo vs
11.8 mo), IMii A& 45 WA Fy TdE— P Bl

SUs416E—Fi/Nyr e, EHT
VEGFRIWE R B R 58, W90 E/mSU5416
BE A0 151 o 3 5 B Bl T R 40 i 4 4
Lockhart ef a/° HRIE 1) T WIHF5T o, SUS4166E
G ARHEIF LT 697 e v 4l H s, WERamAN
BEE, HAIPRIZ27%, KAFIAPRIAZ18%,
SDA36%. K th 22 M5 o i 75 G W HB b g 1A 1)
A 1R YT R AR AEAR G bR ) e
T BRI PR T 80RO, I8 v 388 n =& 9 1
IR, T RCE R I I RIS

WG L S i (F T) 2 A5 £ T B e 5 15
M Jk AR PR VR F I, ARy e B8 in 1 8 1 i L
iz BB INRE T, 5 T/Egi i -1
. DRIV W 5 5 % Tl 40 o SR (F T 2R 254 ] LA
YEF T TK ARG 1) 5 € A7 T 20 I 11 it 2K,
F0 T EL B R S B, BT LA 40 B b ) £
AR H BT R T30 E F T e gge 4 i 1 1] B 4 T
EH A, 1 HAHFF T BRI L AR 58
T, AN H S BIR S BRA TR A
flavopiridol, 4l il & HHCDKIMNHIF, /EH T4
A R 0. W 5E R I flavopiridol BERYS ok
VEZALIT 298097 3. Aklilu et al°4R3E R T )
Il ARHIF 9T Sk 7 flavopirido AT 2047 A Ak I (1) 4
T KW i, 8BISDI4ERFT wk, TTP 8 wk,
MST 65 wk. TII/IVJE ) A 1 VA TS |
95 57 R SRR IURE, 233024 21%, 11%F011%. HoAth
250, INRII5777. SCH663367EMF 5T 4t i
8 R, ARG T B A RO R A A7 I TG
IR

AR AATTRILZ 8 R M celecoxibf il
B AR SR BEL I iR A i AR K B SRR
KIL, NATIFUE T celecoxiblt A brvEALIT 7 iR
I W 391 45 B R, AH SRl 1 — 30 1T 3901
PRWF ST I £ celecoxib S IFL 7 ZE VA7 W 3 45 1
i B, IR BRI celecoxibfg midT
34, H i celecoxib B 2 b -1~ 1) S etk A g
PSR AR g K . K e L 1 9 T AR
VIR T IRITOR, H R W DR ) VR T
FifL Geytyr Al &, el EAT FH 25 (/S AL A
S Q] BEATR I 24 1) R A2 3 A6 o) JBATS AR AT AR .
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