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1.1 bt RIed sy

& W & A K B F (vascular endothelial
growth factor, VEGF ) j&—# Z Dy RE 4N L K+,
N et 0 VR A 2 = T s B
AL £k, VEGF J&— Rl &1 i i i
WS T, WA K 7 RN —
DU, R R i AR R R G BEAE T, LSS
AWy e R AR X R A IR R R e TR B
S, R A A B VA T RS AN
L0 O 71011 = 2 O NS e R 71 NI 71
( bevacizumab ) &% — 1 NEAL Y HT VEGF
seREBTIA, AT LRSI AR AT VEGE B9 FT A TR,
HHRNBE 52 K55, I VEGF 55 i1 14
N R AR L AR . RO . AR IE DL A TR
DR B HTREEE M2y mE IR (FDA) it
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1.1.2 &N AR FZIK (vascular endothelial
growth factor receptor, VEGFR ) [i% 2 M2 ¥ F #1
HilH ARG IEET R e (sunitinib ) FIBHME
M1 Je (pazopanib) . &R ZE—MHIk, £
B BRI SR, REAZ M) VEGFR-1.
1.2.3 M /MR AT A A K T F 32 4R platelet—derived
erowth factor receptor, PDGFR ) —a/-b, DI K&
Al 22 Bl s A R CE MR JE = — FlsR A
F1% 30 9% 1 22 L TS R R I A ) R, e 0 410 o
VEGFR-1, 2, 3, PDGFR-a/-b, LI} c-kit,
BEL 1 A e % A= A o) I Y A R X PR 2
Py e B3 B FDA HEE S350 T i 18] 5 A
B A9 TR T

1.2 & A KRBT %4 (epidermal growth factor
receptor, EGFR ) #= HER-2 44 7

KEERKNHEF2ZEK (EGFR) & —M Y
PR, B T IR 2 R B A K R 52 AR B T e
EGFR J& I iE — D H Z W 2 R y7 i, 124
KEZHME h &L KRB, EGFRIF5E/ZRSY
PN 20 ML A2 L SR L I AR A MLIE B
A AR S RS A

HER-2/neu (c—erbB-2) J& — Fl 5 i fi%
IR Z K, B T ANEREERKEFZIK
(HER) % % (HER-1, 2, 3, 4) HJ— fi,
HER-2 JCA] VRO, 4f 2 AT PR B A7 7E
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HER-2/neu {5 MR I K . Ll 72 v nl BEAF
TERIVE AL (1) f2 2E R 0T 42 ) 26 T (matrix
metalloproteinases, MMPs) 73 b, AR 41 4144
T, A IR A B ) A LE RS B RS AT AR
i g A0 M IR T A ( B) #E A5 (2) W VEGF By
Jo 3l F AT 3 HAE mRNA R0 (5 K Y
FKik; (3) Al UTE 221K | 75 ARG ( serine/
theronine kinase, AKT) NMIHT -« B( nuclear
factor—x B, NF—« B), 184 4 it )= 4= XF i Jed 2R
JEIN T — o (TNF-o ) BUHRIT, i T2 508 08 40 g
(% BERE T AR (4) i id PISK/AKT 5% 50 %,
PO 7] 200 6 0 T B o s e ] 4B
121 R EARKKE F2EIIE RELY
S 78 % BT (cetuximab ) Al Db % Bk B BT
( matuzumab ) o P42 F AP —Fh e Bk 8
Gl WA TT SR, Xt EGFR HA S EM S, fE
T 4k BT RC AR S5 4, 00 oh] T 1R R 1009 4K
2 AT 2 Bk B — Fh NIRRT,
AEZE G+ MES ) EGFR 5 R RARGS &, M
BHIWT EGFR Fi#s 5.
1.2.2 HL 3 B2 A= K IR I 220 TR il it o o 0]
AR R A 50 2 — A oe] RN R, B
RE % 10 ] 1% 24 IR I 45 & BN Y ATP, 58 4
H EGFR H B BERR AL {5 5 M5 5, i
il P s A e ) 53 A 52 BHLER AL AE G 4
5 LR 5 40 P A R T PR AR I A AT
RELWA HFEBE (gefitinib ) HIRT &2
(erlotinib) o FHIEEJE C &9 £ H FDA it #E
FH T 5H 2 0 22 74 Al % i 245 1) Sl /0 200 1 i s 1) 96
¥7 . BB R WL E FDA HEME S 76 s A
I Y 3 g i s A i 98 1) — 23R 9T o
1.2.3 Hit HER-2 24%)  AURZGW 2 it Z Bk 4t
(trastuzumab ) F 7 1H & JE ( lapatinib ) o il
RHRHYT, 1988 4E 6 [E FDA iE AL T %%
M EFLIRE , % T HER-2/neu 1 323K (1 3L I8
BE AR RIFMIT R B e 2 —Ffh
HER-2 B4 H s BEHTIR, A {UXF HER-2 i 3%
B FLBRIEA AL, X T HER-2 IR 3k 1 FL A6
[FIAEAT 2. B AT 3 A BEL BT b 3 5 e A4 A HT AL o)
RIEHUMIRE R

13vslahhEmEF &S (MTOR) 947

AR EMEREEATENRALR . o
. M5 . TR RAEAA EENE L B
TR TR DR it 2 e I Y 22 R 1 9 2 TR
WO, BAERKKE, BREER. ATP HASW
1RI%as . 2R R g . EVEIR L AR
I AL LA 505 56 5 mTOR IR S0 A %

REBAY) RIKYESLH] (everolimus ) FIIHPY
3 H (temsirolimus ) . MK4ESF] 2o L in B A
A& HLOK R VY B SR A, v R
452, T 2003 AELEEGMLE X BT, IR0 T
2008 48 H F12009 4F 3 H Rk B 15 [t v
FH T 1 30 B At e 98 AR IR YT . I TE 3L ] i K
AW TR, T 2007 455 A 4REE FDA Hit it br,
[ AE R AL E . AR 52 mTOR #4671 25 259
thE AN TR IR R Y, AR A
TR YT TORK B I B A R A R — 2 2

1.4 SRRy -2 47 4] A)

A A ( cyclooxygenase, COX) &4E4 Y
I TR 5% Ak M G 51 B 2 ( prostaglandins, PGs) [
PR, L COX-1 il COX-2 W Fh JE X A7 1
COX-1TEF ZHHAZ NS 5P LI RE W
P, PR B R A SE R A i/ A 2R
£, COX-2 HERZEA LI, A6 4
JfL 52 30 & i T R Rk B Rt
COX-2 FRIKFE/R RAE S I AF7E . COX=2 1
il T AC e AL 2 38 AN AT 3 2T AR AN S
A0 )V I ) COX -2 1 ki 2 JWh g 14 & 26 R
J&o — i, g T PGs Azl ak i ik
FETR Ve B 1 I, IR b 8 Al B Ak A A i 2
PR R o O3 — i, dEakdE COX AR,
WS W% N SZ AR S5 A R DNA T 490 i ek 9 2 A1 1)
WO B NF-« B IEHESE

FRTC AT AR 50 o 55 — X 50 0 66 56 1%
EH B (meloxicam ) . ZERE 4 (celecoxib ) .
B HEE A (rofecoxib ) 5 2 AR ) 4 45 1%
H A (valdecoxib ) , WA %G & 45 ( precoxib) ,
HAE*%E (etoricoxib ) o
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1.5 207 & It T Bk Bep ) )

AE AN BRI F (HDACIs ) BEAEM
DAL R B J000 ) 98 20 B ) A A, K A R IR A AE
e S O 2N 7R 4 O i o
AUT =M R BEER: (entinostat )
S N LA B R AT AR, AR
2 AR G £ T AR, [ i — R AN
TEHTIM IR TG 259 ;. N IIRBE ( magnesium
valproate ) J&— M HUUN 25 4, AR 4k 58 [ [ 57
A B 5 B 4 H B A TR B R TE M, AT LA
T Z MM rIGsT s e (hydralazine ) J2&
— MR R, BEREMG DNA AL, =
BT AR B DR, N R I A PR R

1.6 HAe

F Bk 2 7 o5 2F JE (imatinib mesylate ) J&
— i 2- KA BB ETAEY), © R AR
il B 4 S P AR SR, XF abl SR JE DR L e—kit
PDGFR 1 1% 24 TR Sl A7 5 S PEAE o 048 1 i 1
P 111395 0 15 i 1) SO e A 3 2 AT A8

TNP-470 f2& JH Hh 75 R 2, 7ERN A
RSN SR A B INLAE 2E S M, e RETI I R A
MR 2 R — 11, A5 A5 400 ) 0L 4557 PN R 200 B P 14

Z# 2R (Curcumin ) J& Z 5 41 g 14 58 4A
KarFHAIHIR), GEFHWT NF-kB /54 5%,
P& U Bel2, BelXL., COX-2. ecyclin-D1 Al
surviving L =P F ik o

F Z B BB (rituximab ) J& 30 CD20 & A
B A e R, U Lg 52 E FDA HEER
TxF HAl AT O R 25 09 B 40 A IR A A ik
JEMIRIT . 2010 4, BRBEZE B 2 i L T8
TEVEWR L IE IR0 97 5 B 4ERRIR YT -

2 53 FHE e 272 SRR M B E o B9 R

2.1 TH B

AR, Ay TR 25 W0IE W T & DL RN
TR, X 2 AFFRE T — 8 IR )T I8 42
VEGF 765 S h £ ik, RIIKACE54 0. ik
ELEs 5 RS | R MR A AR A e, ARk
PRI B el 1k B E6 Jm & (1 A i VEGF

B =4, W/ VEGE 235 BE 10 il i & F0 ik g 40
fA Ko DUARER BBt 2 5T XF VEGF 1) 5L 58 B4t
i, CA BT DR BT T 52 Rk S S0 1
J7 AT . Monk 28 U 4038 DA BR ST A 24
T8 ke SUEmEIT, FEAE N 46 ], St
BB RAA I E AL 6 A, 5 FlE s
SR A, JUHE R AR AE v L I ) R A A H AL N ]
B 3.4 AR 7.29 A, 4R DR BR AT
RN B R E HiE I s S RIBIT A Y.
H A At BF i DL AR 2R BB B A Ak T 25 G
I7 52 kR SO O T I DR 6 E AR R AT
VEGF i 2 i B 41 6 350 N F 5 S0 0 A3 40 ¢
il . EFJE R e FH T R 0 o 5 A o B S
J7RCR B AR B R K P, Monk 45 B4 38 iy ik
A & i W0 52 K P 0 11 JC 32F J AR A B[] R
SRAEAERS R, R AR AE B R R ECk 50.7
MH, ZREN 9%,

EGFR 7E 54%~71% '8 39 52 3 20
Fak , HFRIRIKE 51U bR 0 4= 28 PR A G
H B A7 74> 41 % EGFR (9 B8 5T B i 1Ak ) T3 #0
FEIRIT . o VY 2 SRR T 2 BR SR B
A WEFE VT P 2B B S 2 IR AR
KK P UG 400 R 4 58 B T8 SR T, R YT
MARNE, BUWEMEF 0%~32%, SAELED
BLEF A 6.7~8.77 AT o 2 BR B4 WX T 40
FohIEmbAbYT R BRI R ) SR R E R —
P HT 5, 38 Wil i AT 2 IR o 2 A, 9 BB R
%o EGFR /N F & 2 BB 7 & e s
BB e N B2 T R BRI R
M Nogueira—Rodrigues 25 ") i 38 5 B % JR Bk 45
S5 07 IR T 37 5 Jes 3 i U S A AR
Bl U5 LR R 9 AN, TR ERIEE, 91.3%
) E IR SE R, 8.7% W& R 2%
fift . HER-2 765 S 25 R 3%~9%, H PRI
W 2 00 SRR R R, HER-2 A
SE NS HATAES, Ht HER-2 597
EE SR G R R,

B COX-2 I REHHW ., mhHB Y
ARG, M COX-2 1% PERE7EA N #hm
il B S0 AN M G A SR B A A ] COX -2
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filg (IR B R PT R 25, EANE A H T E SUEIRIT
(4238 . Herrera 55 ') $iz 16 B 103 7y 2900 483 () 4 i
A7 [) B 8 FH 2 0k ¥ A 55 5 ali [ A i fh o7 &%
MY, H—FREEEMEN 81%, Gaffney F "
H3H , 8Ok A 5 DR W E RN L A A B
SFF T B 2E T R R BEAR R F 78 5 B B S Y
RIT, BRI AR BAEFES SN
69% Fl 83%, & KFH 30.77%, itk tkx
I N

HAb 3697 259 4 mTOR . HEAM 2
P 31 7 0 4 oA TR S R A, HSCER
B, ZRT RSN

2.2 97 £

51 HL0 5 AR AR AN 30% A4, SR
A RIRIT 5k DA BRAR LA T 3 2 30 76 JE BE Y
HiE

VEGF 5 O 5958 T 0 Ji Fi i KO8 st 56
VEGF 12 2318 0] 55 il 45 2% BE AN BT/ A G .
B VEGF 11 5 50 B B A sl /N o3 7 30 il 551 2 28
FHF 00 8 93697 . DUARER bt e — MER H
BHEMZEY . cOG 170D T Wil PR 5 'O 3
o T DUARER BT R 24 52 R O SR Y 2
SRIBIFIIT R, Mk 62 BB FE M AT, N
B2k AP B R 15me/ke, B3 JE 1R, 45 R
18% B H A TR, 55% BEBEREE, 39%
BE 6 MHM LU EAL, HITE A 2 MAH .
KFEAS | Bl AL BE A8 T3 I DR 3 36 X DL A 2k
POAIZERZIE + K41 (TC) 75 ZAF Hy U0 o — 2%
WBIFHEAT TIEM . GOG 0218 BFE " A3k A
Sy 1873 BT — IV A BP HLIE0 A, FEAL 8 3 41,
1 K UARER B +TC % 3 APk, 667
PSS 05 A 3 8 M A DL AR R Bt 15me/kg, 4
2 N DR ER BHE +TC &3 AIF L, 667k
GERE R, 403 R TC %R 3 By +
WRIFIT e 45 R4 1 0 ok R A A vp S B )
41 MH, /2 m11240H, 2438103 40H,
PR DA BR PR BT RE AE K 4 A H ok R A A
i E . TCONT7 ®F 58 " A k5 A oh 1528 fil A
o fa R A IV B A, B AL A
4. 41 DUARER BB +TC Jr 4k 6 NIT AR,

DUARERHPTAE 3 8 1 R E B R ek 12 4>
PR, 2R TC HEIL 6 NMITFRE. B 42 41
H, 4l 1 Bt agon 18141, md
2 M 1454 H, o mA N RER RHTRE K &
441 ok AR 55— A2 HL
MCE 1 MG R 5 OCEANS! P4 7 DL AR 2k
HPLERA GC I E (P + K41 3 APk
FH T B8ORS v 0 B YT . At 484 17
AN ATE, FEHLAY R 2 40, 401 R D AR ek Bt
+GC T EIL 6~10 7 e, DRERAHLHE N
PR HE R, 42K GC R + LRH, 4%
M1 RIS 1240, 412 K 8.4
ANHL SRR T RE IR = 4 A H Joik e
He A EHIE]  HoAB AT X VEGEFR 89615 angr e & e .
FPLAEJE A T o9 B 0 i iE, (HRIT AL
AN D ARER BT A

EGFR 7E 35%~70% 1) B 898 ok ik, i H.
SHiEANRAME, % EGFR B85 254 H T
AT IRR . SCHERHE, BT EGFR /N i 2 2
it 3 41 39 AT EGFR HLbt 2 2 FH - B S8 45 R
RANE, BIER <S5%, WHEARR/N, Gfik—
HWETE . 1SRRI R BCA A, Wl A
TER R R BE#R 25 . Pautier 28 " 3 18— 06 T 1%
SR BN ) 770 5 AR B Je 5 S AZFEA R ENVE A 01
HURMIRIT o WP REAS &R 68 1, L 26 ]
if 25 F1 42 BB, TR R B 6~8 4
7 AR AE B 2 500mg/d, E AR EE (175mg/ m*)
MR (g T AUC 5) , [k 3 &7
R, R EIOR, T2 K VLG i R s s
F N 19.2% F 69.2%, I H M N 61.9% F
81.0% . T 24 20 5 95 32 i w47 B[] 0 B o 2 A7
IF ] 43 500 9 6.1 S 1 1 16.9 AN, S0 ) oy
9.2 /> J1 F125.7 4> J1. Hirte 2 "V 4 38 % & 2
it 410 1] 700 3% 2 85 Je 5 R AN A 8 TE A1 IS UK
2RI EIEA M, FWEMEENR 57%, T
Xof BN U A R PR R SR TR, B O 2R iR
RN T%. Pi VEGFR P50 BT R 5 2 F s 5
RS N T2 R o, R WS MR
N 35%", TSR AR AZ B, 2 iR R
KEN 70% , Tk RAAERPOIECN 14.4 471,
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Pt HER-2 259 HiiAE e SN R T2 &
PEOR S, 6 M HNE LM 6 A HJEE K E
AR5 R 37% F1 629",

2.3 T8 NS

T E B T A A A T R R N R
T FEY 2 5 PTEN 49 5L B g | 248
WA BE FEM LR AR EEHRE. TR
FE MR, R85 p53 RASH HER-2 of #ik
B T N AR RS 1 0 T SRR AR, I R A
sCH 2R W TS AR 2% o

SCHRHGE , T R AR A T VEGEF 1)
BHE R K 56%~100%, SALZRMEEE. &
G PRIERY  R T KAE RE  EAE R
WG 22 M5, s BU I & A R T BB 4. GOG
229-E #F5¢ RN T D ARER SRBL R 2R IT R R
PE T N B A 1 A . AN 9 R A DL AR gk B
Pt 15mg/kg, B3 1 IRBYITE, K% 15.1%
F1If6 TS 2% fift R RN 35.8% H & 6 N F B ok JE Ak
FE2 . RTCHE R A A7 2 T (L B R 2 4.2 ST
SRR AL R 10.5 S H .

| Y5 N B % £ 7E PTEN €742, PTEN
(Y B2 8 1E Akt 530 mTOR A9 ¥, mTOR #7
il 5510 6 I 1 24 A SR A A S A A T R PR
A EER . Bar MUK 5
7 E NS RS, BRI B A K
Hesiw] MR R . 24 TG AR5 0
B T X 25 W T A RN A2 R R P R AR
HWERH . AR RIELHENRE R S04, %
12 BEAFE AT 25 W) 1A A0 % 473 5 PN RS9 4 LA P
e /E ] o

I BUFN T B3 N RS i L %38 EGFR, 1
EGFR i 358 & 5 Mg 2o . WALZ R E il
TR AN RASE. Bie B3P EGFR W% &4 3
WEIFFBE, H GOG 181-B WS EM T i 22k
PR G Z T ENBOEMER, 4RE
N Z RPN ROEA B . 5 — IR IR
B IR YT B R s B v S I Y T I
RIS 25 R BoR 4% BFH B Z M, M 52%
) B B R e Y XSG YRR A Y A
AN, BERTERREAR R Z i 5 i — SRS

24 TENHE

TERBEA S FEREN 8.4%., MHIMAERZ
B, EES N FEEEIAR . N R R
R AR R A e, BHRERE,
WG 2. XTI L R Z RN, SEAIRIT
Y7 AN FRAR . 8 [0 3R 97 76 7 5 RVRE Hh ) il
hBE AR T,

Cimbaluk % "Y' 3 8 VEGF £ 1 & N I8
RS s =1 D Rl =B v 1 I 1| = 4 =9 |
B — A . Adamo 25 PIRIE— AL TR
RGBS IV 2 32 e BRIT B R T A 2 R
o 1 TG PR 5, R s T 7 B8
WU . S5 R BN, fA8RNA 12%, 5£2F%
P AL A2 N R LRI AT B AR A, (B2, DR
BRIPIAL 65% HBH BEFRAG KT 4 A7 FE B9
R, B kR g ALES R 8 AN, $2
N AR ER B PUE SR ADFGE . H AT IE# 5 7 At
A 22 7 fth B8+ DL ARER BB T R AT E
VUL PR R A T 30 i PR 36 I e AT rp R R
it 100 ) 0 &7 JE R R MR PR R A N T
SF- ¥ JUL PRV RE 4R T, AR I R RO S AN R AR

25 4

WEFEUESE, EGFR £ SMH SR 40 f 9 1) 23k
3K 90%, EGFR i Fik o & ¥ 14 0 5 il )5 A~
RAHSC. O A M XSk E EGFR M4l 5% H
SN BA AR 40 D 994597 . Olawaiy 28 P Fl Richard
G PTRGE R R P 2 A S b
KA R A RS R AP S ff . HRlE &
B —A T AR 058 1 75 PR 32 2 5 Je F 1 4h
FH 55 Dk 20 it g 9 97 2. Fukutome 45 2% 47 18 41
B8 o HER-2 £ iA 3 i, T HER-2 5 EGFR
0461 0 A Be 3 hn A B bR A B 95 e A M R
(A431) WP HUSEYE, S Ab, Plaza 25 ™ HjtE
J5 % F1 A K A B Paget 5 HER-2 % 3k 3% i,
HER-2 #11 il 3 g i 32 48 HER-2 1 KA & &
PER N 3K 25 . VEGF i 2635 5 4 B 9 A~ K 7l
JE ARG, H B A B IR b R e e AR AR Sy
B AR, B, B A AR AR AT e
h SNBR A S — R IR T O 1 o

« 22 -



IR 25 YA T 235 2014 4E 1 A4 12 &% 1 M Clinical Medication Journal,Jun.2014,Vol.12,No.1

26 A7EZEE

c-KIT BB AR - MEEMmEN, 7
M R W AT o—KIT A8 F 11 %78,
Quintas—Cardama % "' 11 Hodi 25 ' 3 38 fF &
e 547 B R 18T o—KIT 2875 1y e R M B {o
TR AP MG KR B Mo BE X o~ KIT 19 1% 24 1R
it 410 4 590 T BE A YT o—KIT S BB A
25y, W5 B, mTOR #HIF . B 45 A=
245 4 A At B 1) 245 0y R feT T PR €8 R R O
TR, M5IFEE, WA R R
R DUARER BT 5 A yT A B R Ak . DL A 2k B
MG EEE+ RMBITFTROARE, 17%1
TR i, 58% MR N RS, Hit,
75% i NI R 25 122

2.7 HEAmPLAT I

V2 3% 240 ek 9 — ol vy R A Ak 1) iR
R A s F W VEGF . £F 440 i 2F K
[ ¥ (fibroblast growth factor, FGF ) MG 454
KA T #0280 5% 12 %35 . Nagymanyoki 25 Y
o NGB IR R B R (HCG) "] LA
AR 7 G AR R — A L AR R, SR
O B ) RE G AE AR DG, PR, i A AR R i 5
A AT BE ISR YT T A0 N I e A R 2 .
Tuncer 25 ™ 8 EGFR 148 6 R 158 4 1k 4
g i s A Ik, AR P 0 e 2 16 R R IR AR
ik, EGFR i KRB SR 5 )2 Fr 208 A2
FEHK,

BZ, BRI T 2 AR IR YT AR B
i e A AR K B i SRR S, B H R AL T B
FEO B, AATEIE 2 )8R TRl . 280
JE/NFEAS, AEBEMLXT IR, DR ST A 45 2 AT RE A7 AR
—E W, AR TLIRIFRZ bl | REEA
XUE BEHLAT B B A TIESE . T34, B 2
WHEABRZWARBFWERN, ifzr, %,
WY . Kz KRG mIE ., g, EER.
i 2 S LRI AR IR 55 55 L AT 7 K BRI RCR
(14 ] B AN L 5 7 ik 22 A I 2 DA A A
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