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Fig.1 The development of the vascular systems During vasculogenesis, endothelial progenitors
give rise to a primitive vascular labyrinth of arteres and veins; during subsequent angiogenesis, the net
work expands, pericytes (PCs) and smooth muscle cells (SMCs) cover nascent endothelial channels,
and a stereotypically organized vascular net work emerges (Figure taken from Ref. 4 with permission
from the publisher)

B A N LRSS AR AT TR BE ) I T4 M (tip cell), [A]I0HG 7] 5T 42 )8 22 1 (matrix
metallo proteinase, MMP2 5 MMP9) [ M./ 40k 5T, 5 By To0 48 10 v & B9 35 AT AS B Rk
FEARZZRE A2, B L TE R NS (lumen)s BJm, JEHAIML (pericyte cell, PC) FIMLE V-1
L4 (vascular smooth muscle cell, SMC) 553 RF4HHE (mural cell) FRSETE P4 B2 41 & [
TERSERE T A A (B 2).

B2 MEHM (A)FRAEHIMLE: (BN
O Endothelial cell iy gy s 11- R 25 5 25 it S 47 X 5 i ) H6 T 40
1 Mural cell (C) o0 240 )0 1w J& [ 4 184 0 3T A% T AT AR Bl 22 4R O
2, B DR B (lumen), Y% 40 i 2
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Fig.2 Schematic representation of the angiogenic
process showing  Angiogenesis starts from
pre-existing vessels (A), with the conversion of a
previously quiescent endothelial cell into a tip
(B). The latter forms filopodia that probe the
surrounding environment which is then invaded
by the endothelial sprout, where the tip cell is
followed by the migrating column, formed by
proliferating endothelial cell (C). During endothelial
sprouting, vacuoles forming within stalk cells
coalesce and give rise to the vascular lumen (D).
Upon formation of the new vessel, this undergoes
stabilization and maturation, a process mainly
mediated by intercellular adhesion and mural cell
coverage (E) (Figure taken from Ref. 9 with
permission from the publisher)

(A)Pre-existing blood vessel

(B)Tip cell formation

(C)Endothelial sprout formation

(D)Lumen formation

(E)Maturation
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— RNk, MR ORI AR B R E W, BN A AR TR RS, o
B U AR SR RSN 7 YA O Y, DARCRE S, iR, i s . X
W RGN G IR S o
12 MEERRATET

T ML 2R 48 () B a1 2 5 A U DR SR RV E P4, T I AR e R A
PRS, BV A oty R 7 R R B 1o 2 3 Z IR R P A R A T AR, ot Bt A AR
s R AL

M A AR BER T (angiogenic factor) == B4 H5 IML/E PN B2 40 M0« b8 40 Ji R0 5 I 40 i 43
WATRVER A U AR AR - R [ i o X 6 PR 7 1) 6 [ AR AIE A2 e 9% 3 s RV I A e I
W AE KR (vascular endothelial growth factor, VEGF) 7EHTH T4 K BRI & ()i 5 A
B AR BE PR R e B H O 2 . VEGF KIEH 7 AN, Bl VEGF-A.
VEGF-B. VEGF-C. VEGF-D. VEGF-E. fia#ii4- KK (placental growth factor, PIGF) Al
It B >k Y5 ] VEGF (snake venom vascular endothelial growth factor, svVEGF). Bk T
VEGF-E HI svWEGF 2 4, HoAh VEGF S5 i b1 340 7 o i FLah W) 2 I g b o e A DB L &5
1% PR W I 52 & (tyrosine kinases receptor) VEGFR-I (flt-1). VEGFR-2 (flk-1/ KDR) Al
VEGFR-3 (flt-4) T ARAEA R AEY)E DR, K 1 78 F 2L M A R 1 S D e

x1 RMELEMEF

Table 1 Pro-angiogenic factors

2K Ak ik =D

VEGF-A VEGFR-2, PRFEIMAY & A, I A, I 13
VEGFR-1, BB
Neuropilin-1

VEGF-B VEGFR-1, Neuropilin-1 Lo JY LA 2 5 I TR 14

VEGF-C VEGFR-3, Neuropilin2, JV e b 2 A A it 15
(VEGFR-2)

VEGF-D VEGFR-3, Neuropilin2 b9 4R B2 A A 15

PIGF VEGFR-1 JiefgRg B e 1. 7 |2 114 AL 2 16

FGF1 FGFR-1, FGFR-2, b9 a5 2 ik 11
FGFR-3, FGFR-4

FGF2 FGFR-1, ¥4 %, SREF IR 510 17
RIRAT £ E AL I A AR

Angioprotein-1 Tie2 JVR T o S RN A KA R e kAR 12

(Angioprotein-2)

Adrenomedullin BT R NN JU IR 1 A A 18
SARTEPEE A

IL8/CXCLS CXCR1, CXCR2 Jiefggg AR e I 5 A 114 L 2 19

/MR B A K TR T PDGF I3 AE b R A0 i i S 4R 20

2 [t g 92 I B R I A AR 21

WA, ER46
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Bl Pk A 4E A KPR F 2 (basic fibroblast growth factor, bFGF) & 45— 5 2 (1) it if 45 A=
FSCR,  E e A R R ™ A o R AT A A A R 2 T e L I R U 2
NIRRT 22 A 2 A G RN g S, LR E S (g A kN 7, JEd
Bel-2 i A4 A B 40 e T,

Angiopoietins /& — ZE 7 MG I & & B of 2R ok ¥ E EAE W AR KR 0,
Angiopoietins-1 18 i L5 P 52 40 052 44 Tie2 /i 40 Mo Fn 4 f i sl A BAE R, IRAE A
IS 40 ) B34 5 T A HE F AR ] . Angiopoietins-2 25 5 IR B A4 Wi M B R &
TR P A A

M A IR 7 (angiogenesis inhibitors) 7E4E & ML EF 2 40 V-1l HH Ok 355 TR 22 4E H
(K 2). HuTC& I A D 27 Ffr Pk (0 0/ A i DA -2, 32 A 55 40 i 43 2 1 5l
TR R0 2 SR AR 1 221K

£2 MEEHMEIETF

Table 2 Antiangiogenic factors

4 KR Ak =D

TSP1 i I CD36, CD47, HSPG 23
TSP2 1 a5y ik CD36 24
Platelet factor-4 41 a5y ik CXCR3-B, HSPG 25
Interferon-a/p 1 a5y ik THEZE 26
Pigment epithelium- 20 1 PEDF-R 27
derived factor

TIMP2 1 a5y ik BEER 28
Angiostatin I SR 5 At B FF,ATP [, angiomotin 29
Endostatin )\ e A B Nucleolin 30
sFlt1 VEGFR-1 [ B 5 0 32 A 14
Arresten, Canstatin, Tumstatin DU 704 g TR it B BEHE 31
Vasostatin W T A 45 & B A % VEGF 32
Vasoinhibins WM E, A KME, KA 33

RIS

NK4 JH- 40 B A= K R C-Met 34
Endorepellin S AEES a2bl 5 35

/MR 2% 1 (thrombospondin-1, TSP1) & —A~ 4w i) 85 B R 7, 43
TEN 140 kDa. BT, oI RIRIE JE FALIK TSP1 #HE S 75 A4 A BT ifL 457 A Bl
TSP2 Jt ML /N5 38 R0 o 5 AN 4685 R L A bl IR 7o JLAR TS TSPL AL, 4
i e 440 H gk S s TSP2 I, Mg 1) A AR B A= Je 52 BRI, s 2k TSP2 19/ B34
TR R PRI A ) Ty S 2
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M (angiostatin) & ACY5 T ML IR P J T 1 ST J 77 A R 400 i A5 24 i) IR B
PRI (endostatin) i IR J5ER 1 XVIIT FRFL 0 (1) B, 5o W] A BT 47 980 /0 14D I 38 R bR
W, 4y T ECh 20 kDao P R ER BAT S AL LA A B D fg o

BOFTHIWE TR I, Hott miRNA R0 LS A2 B 5 4E T o R4S miRNA X I8 A4 i
MIANRIVE T, AR I 2 DA (R 1 1 A A BRI I A e K2 o R PR RS B L 742 o
miRNA, £ 2 {1 $§ miR-17-92 cluster. miR-210. miR-130a %509, JL 45 5¢ miR-17-92
cluster [RIBFFRZ, TAAIXA] miRNA P[RR R Dy BE, (a0t b g 40 i R A P e 4 B )
BGOSR AR R A I AR B miIRNA 3 2 HE miR-221. miR-222.
miR-15 Fl miR-16"". 44 FHK miR-221&222 1FFH T~ 155 ) K40 e, BELAS N 52 40 i A 5 1
AR X7 TETULAL TRINE A B, A SRR E LS A Rt — 40T .

1.3 MEERS%R

H AT AL 055 AR A DB A 70 280, 2 m Bt iR . 0 M/ pg Rk
BEIRIT . 2 R VEREAGAE . T B WIS AORESE (K 3). o, RTS8 2 10— M o

FERIENEIRTT K (theumatoid arthritis, RA) ZREIEH] 2 —F 5 ML B A4 o< RV 1k
Wi, FLUIIRI I B R A e ARV R S M B T e I S AT SR ACL T IR 2 R AR
BRI KT B MR AR, e R AN AT ST E R D) el 2k . BF9E N,
2 IR A 5 98 A 1R O W R P A AR R IR L P ARG R VEGE™, Il PRAJE ST IR
W, RO A I 3 A 5 L G A TR SR A, L T A 2 W R SR R S G
R o

%3 MESEMAXKR

Table 3 Disease related to angiogenesis

UREt TR (K99 DAL 9
NS iPS VR
o MR MR A DR, I R A

RGP TR 93 DR AR TR L A IR T R TR, HIV-Tat 82 4, %S M B 4
YR RGN T B E S I -1 RiL, VEGF L, {edk i A4 il

H & F i I AT A B0 43 DR DR A2k e S0 400 PR 1 40 35 T

(I RS VEREAE)

2 17y VEGF. Tie-2 fll PIGF &1k, FH M4 14

T E WA LA N 2 2B KR F 524k 1 (VEGFR-1) K524k 2 (VEGFR-1) H#®IL,
ST A N BRI AR K

LA A AN A AH

ARG B- VERYREER (A5 R I Py R 40 i #5 0 vT S BONLAE e A GE IE ART ig

(CUn BT IR P95 I AL

i 1L 97 (0 XL) M5 AL A B B FOAFIE AR 5% SR S B0 K

B DR 975 FH T 0L/ A ol 9D 348 e e T A e

SEIE TR ATHEE flt-1 FRON VEGF 5 BRI AR N R 25 54 40 a1~ Le i) a4

Bl i 0o R VEGF F [ S EBANNAT - Lo UGN B A 4 Le 9] 21
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HI T 035 AR AN ST S B, E B FERT R R . B . IR TR SR (R
3)o e SEIR IS B AEGRAR,  H AT R I P 40 Th 8 R T SL AR R R
TERZHOEIE T B FAR N, ¥ YE VEGF 3244 sFitl K 53 Th, a8 A K R
(PLGF) MM N AR T (VEGF) WK R T AR 21 sflt-1 5 PLGF Al
VEGF 4545, Se4eilil 7R M AR iR 7 55244 fit-1 145G, SBULE N DR .

2 PhEnEE S F

iR L S A L . S IR I AR B, TSR AE SRR R DD RE TS AT IR 2 2
Fto BRREHT AU AT AR, MK, R AR AR . HRDRTE L Y
BEANHEESE, A7 IR A0 M IR MU A B2 R BE e A o SRV S S A RS I A A A
I, ARSI TRVE FR BB ARAR . AE2> T, IRFT AR L AR 7 747 PR
X —FEAE TR RGE, WrETEE A B 2K, DURIRI A B o —FhiE RIS AE
A5 P9 B A AN A0 B 00 3o T IR OB AR A, A Py BRI S 4R i
LR IAAIRIL (BBR) SRR Ty T, R TR SO R T R IR AR RS 2 1
T4 AR R T TR SZ A I 78 (1 240 A5 5 X 0 2 F O B 2 (R BT AR 23 1

21 VEGF REZ{K

MW EAKREF (VEGF) MK (VEGF receptor, VEGFR) & e I A il B
FEEY T, SEYEIE (RIREE . EBE WED Wi EmR, ek
HLARN R 8 A U bR 5 2> T 76 VEGF KI5 AN, VEGE-A A8 I 8 4 il
REREE A, & hE8 454 VEGFR-2 fil VEGFR-1. 4 VEGF-A 5 VEGFR-2 4 &
I, 3k P B2 40 B R I A2 il 10 VEGF-A 55 VEGFR-1 445, X I8 28 i ) Zh g 5 n
B {EHEEATN, VEGFR-1 #A A Z —ANEPU2 &, nJLIT4t VEGF-A 5 VEGFR-2
(AR B2, MR (IEHE R W], VEGFR-1 nf U 32 R 40 i & H e ok Vs 1)
A0 P 2 BRI b, (IR I A . kb, VEGFR-1 3 ) AL IR Y 5 40 ff 5 904 i 4
B A K

Kl 3 /XL VEGF. VEGF 52 A J FL A7 5 3 % b #0 bR 1) 25 b 250 A 05 460 750, A 48 it
VEGF $U&U0, 1 VEGF SZ Bk, #5530 VEGF (/85 F#%& . % VEGF %
A, LARERXR VEGF {5 5l B 125 Al 70 IR . teah, DU 38 oA FEAR I S SO IR
H1 sIRNA A o8 L5 367 FFReE T8 14 8idak o

Semaphorin & — & I £ 2 W 7L 2 4 Hh FB A RS IR B 11 5005, AR 3L C i iR AN ]
A 43k 8 25, FHrh semaphorin class 3 Fl class 4 255 /R M3 2 ™. Sema 4 2K H,
PRI MU A fe. ARTMT, Sema 3 J&ZrWAZE (1, IR LA A2 . —MBOR UL, 7EMIRI T
WEErp, ARHE M AL R e 2 T ol SRR RS2 U TR I AR R T 2 )
T IR N PR (40 T o8 07 2E B R F Sema 3A A%, IS4G 28 10 AR i [R]
T 0 bR L A R PR A B — AN T, A BRI B B AT R
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3 ¥B[E VEGF/VEGFR RE S SIBIRHI 2 M skmg <ML HIF B H55T VEGF-A HiikA). $it
VEGFZ AR Hi#AB,C). ¥ VEGF Z4&(D). ] VEGF HIIE LM% Ff VEGF RTK /N1 34l
FE) (E5] A[4115143 2P T)

Fig.3 Antiangiogenesis targeting VEGF and VEGF signaling These include monoclonalantiboies
targeting VEGF-A (A) or the VEGF receptor (B,C). (D) Chimaeric soluble receptors such as the
“VEGF-trap” (domain 2 of VEGFR-1 and domain 3 of VEGFR-2 fused to a Fc¢ fragment of an
antibody). (E) Additioal extracellular inhibitors are aptamers that bind the heparin-binding domain of
VEGF165. A variety of small-molecule VEGFRTK inhibitors that inhibit ligand-dependent receptor
autophosphorylation of VEGFR-1 and VEGFR-2 are being tested. Additional strategies to inhibit VEGF
signalling include antisense and siRNA targeting VEGF-A or its receptors (Figure taken fromRef. 41
with permission from the publisher)

22 YHRERLFI ST

LA PR 55 25 T 4 R R0 B 0 T e 9 LA A s P R BB 2 1) DG, X R B A %2
WHE 4 N K. A& (integrin) LR A (cadherin) . MEHFZFE (selectin) K AIEERE A
FEEEH (immunoglobin-like protein ).

BEFEL B o WA B WA i) Ui — 24k, b o MEHE 18 Ffr, B LA 8 Fifr,
AU RE S R R 0L 24 Bl e H ATHIFZT W], 52 Wi Ji g L A 2 B R 5 3% 32 A0 3 4 T
avB3. avB5. a5l Fl a2B1. o, avP3 J& &5 A S iR A Bl br . X2 A,

avB3 FEMIRIML A Pk R ARIE, A IR i LI ARIL: avp3 AT LY s iR
FIAE MMP2 AR ELAR T, (et TOAR MO IE RS, 0] Rg I A5 A e RS 45 AR 2L, avB3 240 Y

HNEEFLZ 43 vitronectin RS2 AR, AN B0 M0 5 A AN B R B . B AT R, avB3
IRk Ss A, o DL e AR SR AN I . TR BUARAEE T, WA RCAR LS S, K
WAETRRT A 5. SR LU A X SHFEDEHN (focal adhesion kinase, FAK) &Y,
A2 AR A RIS Src FHELAEH], W75 Rho A {553l ; et nl LUER actin 454 5 541
JL B BEARTE o 75 PR A0 M PR e R R S SR S A o WA B B, KA 3 EUR IR S
O, ULBHEE G ZRNNAE AR R A AR, AR IR ML A B AR e, B
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A, L avB3 A HEFRIK 254 Vitaxin F Abergin B4 TIRIR T HHE I AL, H T-¥R97 45
Jrges < WA I A 2 MR . avBS B & TNF-ao I VEGF (i i Ji e I A e o b 5
I AT A b Jeg A AE B 46 AN B2 AR )

PR RO T S IR R B, DT A0 T U A T A2 R R R
PRI Ak AT AL VR ek, BT IS P R AN R IA ¥ & VE-cadherin, XA &4
VEAE IR M0 A PR PR B ARES - H AR AT — 4> L VE-cadherin Jy $EFR IR E4G10 AT LAY
B S| L 1= e 1 = R A (119 N2 5 B S B 1 = S BN I e P I R R 7 A
VE-cadherin 0 IREA77EIE % M AR, TAEMRI M FaX N RArpt B ig ik, TR
FELEMIR RN FANE . 3 b — A6 EE 11 N-cadhetin, # A9 76 LA P4 7 40 g 5 S R 40 i
AR AR A R AR R, 1855 FGFR A AR AR, A3 Ay — ANV 110 i 88 100785 A )
HbR.

5 BB WIRNRE B > T AHEL,  See BRER R 2T I 6 ML A4 B RV E T IE AR 2
REFWS, WM E 7S 4 T (endothelial cell specific adhesion molecule,
ESAM) FIi%E 2 %6 B 4> F (junctional adhesion molecule, JAM) . 4il g [7] K B 4> F
(intercellular adhesion molecule, ICAMSs). Fi BT EAH 41 Bk B 2 7 (carcinoembryonic
antigen related cell adhesion molecule, CEACAM) %52 5 M B AE B, SR T IX 285 1 1)
FEIFATFIAE LA R R

20 JfLKG BfE 2> CD146, XOFR BB {2 % 40 kG B 2> 7 ( melanoma cell adhesion
molecule, MCAM), 5 4/]& 1 Johnson S5 55 M B4 Z H 70 B, BN 2 RO =H
IR 1o 2003 45, AR SEIR % B CHRIE MU N B2 CD146 & — A8 16 g 1 bs i 43
+, R RIAAE MR B AR LA IS 5 MR LA AR . RS, PRI R SR SE e 4 S uE B
CD146 "G LA W2 ThRE, 25 VEGF W7 MU AR RO FE . FeAT TR IR 2 e ) h 1)
KRR T RE%E S CD146 70 1 54k, Bt p38 MAPK 15 Sl #iH 4L NF-kB, £ AL
M A S FE Rl (VEGF. IL-8. ICAM-1. MMP9) f&1A, MM AR 3k i a7 I 5 ) A sl sos,
EHY)SEB R W], CD146 HHRITIA AA9S B CD146 siRNA #JS A5 2 25 4 a5 pAy 2 40 M 1y 334
WRIER, VA ZRR (. Bl PR MIZERKOREREY, BRI, A
ST Bt CD146 HIPUIEHS B AA98 [FIFEIIDhRE, fEFRATTHEFTH 10 2Pk CD146 Hithr,
A PifA AAIS HATHIHIMALE - i) D Re . bS5 5 ThREREITUED], AA98 FTiFJ i)
FTALHE BRI G RAL, XA KA L CD146 - 5RAL K51 R TR LA A ifis 5
A2 o U R R R AR AR X R AL RN EE IR, CD146 ik T SR GIR T
TS S HRE )59, BE T IR RN, FATERH “PRRr R PUR AL RS, BIAE IR T
I, TR pH AT AR, A I P R 0 s e A M A
TR THGA, Bt T SRR OU N AR HIRAL, o8 n] EAE h IhRs B A I
bR BT IR AR AT, MRS AR DI, DR AR SR S e s
EDA

23 4
LA A R AR A g ot e 2 e R R R R OGBE RO e DU R I P B2 A
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PR A IR ML A R T R BRAREE b 1) PR ML PN B AN 5 1 E BN IR, AL
PR bR s 2) AR ATIONE bAT 2 AR S S AR R, I A R DG B
My 3) M AN ARG R E, SR AN A EE A S 5, RIS By AR 2 4)
BN R UTAE T S AR o B AT L R BB R, BRI — N8 A0nT LA AN [ 1% e v
J7, ¥t VEGF HiiA 2454 Avastin 1] UL T4 e MU IR0 5) I N B2 5 I P i
2y AL, ATDS D R B . g b, U Y AT S 2R AR &
NG TRAG | WAEAE T Fh I . W) Sy A AR i, DRI 2 T 89 IO 2 Feve o (1 2
REHER.

ST PRSI, I A R A AN AN A I 1) B B i oy B 5 8 R R AR s i
BERE AR TN GUE ST, i EERE TS/ 22 40 M DR 3 47 007 A s A0 g 110 AR K i L7
P I3 40 434 R 4 DR - S8 Bk Ol angiiocrine, X — 2RI N AT AR 7, R — 2RI AR
D AIRESE erzs

e Ak, EE R IR A P B AH 41 i (endothelial progenitor cell, EPC) = i ifi H 41 iy
(hematopoietic progenitor cell, HPC) X i ifin 5 A sl (145 FH © 48 5 | i okl £ 1 5%y, 3
BHRA “MLEAEEA”  (vascular modifying cell). X464l g B A #fb Ik, 7& VEGF 4
R LA A S B AR Bl S B R A B b e — BOR UG, P RT 40 A e P o s e B Y
TN HTNERE (pre-metastasis niche), VEGFR-1* EPCs {# i 55 & A7 Ttk BEFE
i 923 44 12 S VEGFR-1" EPCs ANt A % i /N A2 B3 o # 9 R A2 3 i 7 # 1), VEGFR-2*
EPCs ff7E B 88 P R TE I NS MR SE, BRI N T4 (circulating endothelial
progenitor cells, CEPCs). fEAbT R4 8 A4k 41K L5 (1) VEGFR-1" EPCs [WHRBI T,
IR 1) VEGFR-2" EPCs 8% 4 Z il K IF iR A B 2B e L b o BTBL, VEGFR-1" EPCs #
A 7 R I 97 A2 e 5% VEGFR-2" EPCs il F2 b B AR . EFEMEAD I VEGFR-17
EPCs HJThRE, nJ LR 8 hi/NESE (pre-metastasis niche), k20 [0 42 uiti 5 75 &L 1
s TEREVESNG] VEGFR-2" EPCs [P RE, V8 T LA MR i s A kb, 5k L
SR AR P, TR A I P P AR kg W PO 400 Pt e A e L R AR5

bR 7L P SN A, AR SN R ) A MR AR G T A A S A
iR T A LA P R o L ) 4 N T 5 2 AN S 23 K P R A A PR, T FLAE
ML AR P PR GEAE LA P R 0 ) R 384 I L PR RS Pk o AR SR, — S A I A
7, 4 VEGFRs F1 PDGFR i 71, 668840 & 40 i ¥ D i, AT sl 2 i 24 I 4 F) A i
PEo Jh4b, TEMRTRIREE b AEAE K R PEH I, I rp R A DG 4T 4 40 il (carcinoma-
activated fibroblasts, CAFs) #iA PDGFRB, 5 PDGF-BB 44 J5#¢Jil VEGF fl PIGF, ik
AR SORIIR (1 AR 5 5

3 IBPEIME & R Z5Y)

2004 4E 2 F, S AP A Y Avastin B T EE SN2 WE S (Food and
Drug Administration, FDA) " #it, H T 45l 697", BEJ5, Macugen. VEGF-trap.
Endostatin 55 22 Rt M5 28 il 1R 25 P ki S 7 56 [ S LA E 5K Tli (R 4) o IX L2 3=l i
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Table 4 Angiogenic drugs on the market

piibuNER i AL B EAE/L s HEHE E 5K T N E
20034F 12 5§ Thalidomide TNF-a, bFGF, #AFIW E 314
VEGF
20045E 2 H  Bevacizumab/Avastin(1/4 254) VEGF-A K H 4 s
20044F 11 FJ  Tarceva EGFR-TK ESE Jiti 3
6, 7- — Q- HHEIELHA
) N- G- LD
W LR -4 S AR TR £5)
20044F 12 /1 Avastin(§i15254) VEGF-A T+ 4 s
20044 12 . Macugen(aptamer) VEGF-A EKH B IR Ak
(GA EL)
20054 1 H  Avastin(fii5254) VEGF-A KK R 4 s
25 ME%)
2005 9 H  Endostatin(FE 415 H) Nucleolin i fitigez
20054F 12 /] Lenalidomide/Revlimid TNF-a, bFGF, [H % Rk G
(Thalidomide #7E4)) VEGF
20054 12 . Nexavar(Sorafenib) VEGF-1,-2,-3, [ e 3095 20 g
PDGFR
2006422 A Pegaptanib(Macugen) VEGF LY e pig e WABEYed
20074F 12 /1 Panzem(2- H 4 JEME %) RN e PR %6

ST AR LG, TR T AR LA 1) 25 AT DA R A

1) &g IR,

RIVEREUN . BT AT sk Z e Pert, ER PRI K i

AN F, B IE A (AuEm AR RS ) . BRI, RS AT R
BB A, DL A /BT B TR 1) 24 R A T IE R I S IR I R DX, T
RRCER TG I T IS A () s DRIREI

HI TR K bk, R I L 1R 25 e 0 A AR TR R TRk . B,
avastin 4 —FfABALHUIA, JEILFLKT VEGF 55 P B 400 %244 Flt-1 ¢ KDR 546, il
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iR ot A AR RN PR R AR K S RS o Avastin BX TFL 280k 688 1 45 i e (00— 264097 7
%o AR, avastin X1 FLIRE V6T A A BT I RBOR 24 2L rh i J DAL ml i BRT Ay 465
T ERE (6 PR I A B S KT VEGF W5 S, 1 LR 5 309 11 L A A B A T
VEGF, 13246 T FGF 1 PIGF. InARE 20697 (199 AR 22 02 FLIE IR0 . [RItE, 0
avastin AU . XL GELR, APIIATT RCR A T 259 (/AR R, i HLEGR T
TN 8 P IS NI S = 21 T

2) MZisd, Jrim. T2 EEAER T A R, RN ARR PN, Kt
SEZGYIRI T REIR I N R N, SR gE . PRI IR BN M, STl MR T
AR A

3) M EPE AN XA B B R . IR AT 26T R S R
U= A 2451 o ABE IR F 0, 32 H T I P R 40 M A 4 e 4t M I A 25 2 AR - Al
PRWFFEAG 245 FAFSE TIX— . #lln, 2003 4F, Thalidomide 76 BRI AEHE v, T
T R 2 R Y, R 2 N 2 3~ 5 SRR RO 2. S — AN 2
Endostatin, 7EV6 97 R4k 8 SlBE B 40 B O 4 4% 2T Rk A, 55 45 R IR H e b 245
Y, WREE ARSI IR, WEA I MR A R

4) Y097 2R — R L 2] LU T 2 R IR IR YT . B, avastin Y
XS AT IR YT ROR, T EG I R AR o R AR LA 2 AN TR e
J7, 3] DRI i A B OG0, Macugen & 55— MU AL U RNA 1%
TR, CHE 4 A VEGF165 JF3 I ILThag, Ml i 4 s, 2004 4E 12 H, %2
3% [ FDA #b#fE B, 2N FERRR B AR A 1 (k) Z4FEEBEN  (age-related
macular degeneration, AMD) HJVGI7 .

B L L B ) 259 7 1 WAL 400 N BRSEREAT S . N HIE (endostatin) /2
XVII B C o BE (407 20 kDa), fefitj& Folkman SE56 = M/ BRI P 52 400 F i) 15
I LG TR B R KRR, RS BEEH FAL N A3 . Eendostatin 3 AR ) 50— B
S WAL PR B 8. BB R BR8N & 5 S, il o s R
Fea, A ER IR 2 P RE AT 2479 3 B B e 2005 4 9 FT,  JRURESJ [ [ 5K 24 M B
EELRB R AT, TR ARGl T 1) 2 R R VR YT

2009 4, HEGA 2 VAR AR A ) 7] KHO02 345 K 1 28 251k 4. KH902 J2&
i VEGF 2455k Fe fivé &, Tk HR1 VEGF i 4l b8 i 8 28 . KH902 44 438
R BRI 259, T2 tE R 4. 28 KH902 J697 (1 5 R I S H e 1540 ) 9 B4R v
HELJE Hh i sl D> S5 1 AR 7 2805

4 B =2£

Jib R AL L 2R AR R+ AR RE e BEAE W N AR AN RIS R
JiIRE (R AN R] 3 300 R AR A AN R AR A o ERIE, RN T AR LAY A J A 25 A S I 1) 23
BLEL, ACA B TR I M, HAR THRSImAMN 2y, Rk, NXANEX
EUE B L BT VAT EAMRIRTT o A S U R IO I 2 R X i
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Abstract:

Inhibiting angiogenesis is a promising strategy for treatment of cancer, whoes aim is to block

tumor blood vessels and allow tumor die from starvation. In 1971 Folkman hypothesed that tumor growth is

angiogenesis-dependent.

In 2004 the first antiangiogenesis drug received approval from the US FDA for

cancer treatment. Angiogenesis is now a hot area of tumor biology. Various novel targets, mechanism and
inhibitors have been found. This review will focus on recent progress of these projects providing insight into

angiogenesis research.
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