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#EHVEGF/VEGFRE & 1Y & RAHD I 571

fTipE, £ &, »F L*
(B I RFEGHFHEEHFR, 41 310018)

WE: LEHELSNB. AREAHTRFEMHEREEMNX, EhPHHETLY, LERNLEK
F (vascular endothelial growth factor, VEGF)5 o8 M & £ K B F % #k(vascular endothelial growth factor
receptor, VEGFR)I» R A X# A&, F AR R EH LW T LR F, Ak, #£EVEGF/VEGFR4 L
A PR 64 2h 4 B A A AR AT B 69 A K AL E AL R R s TR e AR, RN R B AT I Ao ih 0T AL R R
HEMG XD, AL EBI S AIRT o E A0, WL L ZUF R LT 6 ¥ VEGF/
VEGFRAB I F 69 2540, FFBEE S ATAF 20 F #1169 2@ VEGF/VEGFR £ 609 Z R IpHI A, 2AHA A X
K 5 by T K BRAEHT 09 D38 AT 50 AR,

KR hEARAERKRT; EARAEKET A gL, 95 H; G

Peptide inhibitors targeting the interaction
of VEGF and VEGFR

HE Yilei, WANG Lei*, YE Fei*
(School of Life Science and Medicine, Zhejiang Sci-Tech University, Hangzhou 310018, China)

Abstract: Angiogenesis is tightly related to various diseases such as tumors and retinal macular
degeneration. During these processes, vascular endothelial growth factor (VEGF) and vascular endothelial
growth factor receptor (VEGFR) play a key role in angiogenesis and both are the main factors to regulate the
formation of new blood vessels. Therefore, drugs targeting the VEGF/VEGFR interaction can effectively
inhibit tumor growth or delay the progression of retinal macular degeneration, which leads to the extensive use
of them in clinical practice against tumors and retinal macular degeneration. This review aims to analyze and
discuss the mechanisms of angiogenesis, summarize and conclude the drugs that target the VEGF/VEGFR
interaction that have been marketed in recent years, and outline the current research of targeting VEGF/
VEGFR binding with peptide inhibitors, with the hope of providing new research insights and experimental
basis for the development of anti-angiogenic drugs.
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o« W FR AP VAL D0 L7 A 45 22 o vl o L
PRI S ) BT A, PR A 2R
A SRk TR R ILVRASE IS, BT R AR AR
¥R, [FI AR AE 20 Al b 57 I s 2R 1R
(5 IR0 e DL AT L7 39T A 24 0 5 4 g o
EARAERKE TR EDUE . EEA LR
1 ML PAY g A R DR 52 A 1 i 2, R Tt Pl 311 51 55
JUE XL ZGAE IR R A BUS T — @ T 2, (2
ATTERT I PR 28R AT 88 52 31 22 i PR 2 A R 1, it 25
YE Z9WRA B R S AL [ PRSPk, IRAT
FUHUILE B 2R 25 A AL DA 6T T 58 A
FARZR W I 2500 5 & 24 1 = 24 Wk 70 1Y) 3 2 R
IR T TT

1 5mE MR AR EFHNZ 8K A&
LI

M A B2 A K Rl -F-(vascular endothelial growth
factor, VEGF)J& Ak 2 (i it i e ifi i AR s ) R+
Tk R K — . B — MU 23 R 45 000
B FVE — SR PSSR, AR o8 I R AR AR Tk
PSS RHEBERMERIP 78X & Rl K 14 iR
M 7C b, M EEBIVEGF [ 7 K F R iA
VEGFIE 5 18 W A KK 7 % (vascular
endothelial growth factor receptor, VEGFR)Z: %,
fid A O P i 2 TR N O R AL, 33k T O 4H B Y
M5 5t e, REMmmnRs55t, 5
S PhRa Bl AR L), T — Sk R S R A
KRG R %M. REVEGFR] i £ i
UM R AL, RN KA. EVEA .
KL 2 2 20 B DA R ifil /AR 5, ABLTE S E K
JEtRE, £160% I VEGF & £ iR 41 i 4330 (9L
Bk, #5[H VEGFAIVEGFRIGZMIIT L, (EPuUliR
SUHIRAT 1)1 B EF L o

VEGF BN FIREH SR, HiEVEGF-A,
VEGF-B. VEGF-C. VEGF-DUL K i #t 4K KT
(planta growth factor, PIGF)"\. VEGF-AMIPIGF{E
VAR E 9/ e S iU = TREcK b vi P e R o =
J P R PG Y. VEGF-BI 3 2 2 b5 4
R e 1Y Wi VEGF-CHIVEGF-DAE# &
B RIEZOER, 38 X H A5 A
e A EEE X, JbAh, VEGF-ARIVEGF-

CE YR 16538 35 P 7 T 43 38 6 S T gl £ €
VEGF-ATEARIEEAY & E&FE HS Mg
WrAERXRRBEVIMRA, HRIEKF5MERR
ZMMA R @G, Fik, WA
VEGFZ % il 7 I Th e S FL L], AA BT
o ML 3T AR 1 4 1 R, BN TF R8T B Bt I
A R YT RSt T R AR .

VEGF X jli 2 A 5 VEGFR1. VEGFR2.
VEGFR3 UL #4247 B 55 [1-1(neuropilin-1, NRP-
)R 447 5K (4 -2(neuropilin-2, NRP-2), H,
VEGFR I FIVEGFR2 2 1 25 IfiL 15 387 A A1 238 ifn 7 i
BV 2K, VEGFR3 3% 5 A& 1 T Bk
S, NRP-1FINRP-2 2 VEGFRIFILZ4k, e
VEGFRIAT ZRAEH, #MIGEVEGFR R {5 518
L2 VEGFR % 5 VEGFRZ A AE7E 5 24 FIAH .
TERR A H, VEGF-AfEFF 5 VEGFR1
MVEGFR2%54; VEGF-BHIPIGF{Y 5 VEGFR1%;
45 VEGF-CHMIVEGF-Dfi£f#% 5 VEGFR2HIVEGFR3
44 . VEGFRIESMPBZALE S, SWEZ g
(1) s 2 R e, JF i@ FIFRAF/MEK/ERK.
PI3K/AKT/mTORMINCK/p38/MAPKAPK2/3%5(5 5
TR RN A G . b IER KR
i, FR AR T I AR R

2 MEFHEBWMAISAEFERLH

PUIMLAE B A 25 2 — R HLAT WA HE OFIE I 4R
FANLH] S 1) 2590, 732 N2 3 b e A0 A0 X e 5
PEASPE I PR A7 1 B it A i 2E 25 AR R LA
MRz, FERI AWML — s
VEGFRES 2 BB I R /N oy 258, 73— K2
B ) BELSTVEGF 5 VEGFR 45 & I BU AR il A 2 (1 2%
250, HET, /gy T U AN ) S N T
Ry AU, T ) BT VEGF 55 VEGFRAH B4
H Ak e il 88 B 2R 25 AR TP e 697
A2 8 TR R B B AR (7T (R D,

14N, O 13N 1 s 2 BRSO 4 1) 77
Kyt & AELYHEA Eh, LFRIER
(sorafenib). #7J& & JE (sunitinib). A M IH &
(pazopanib). JFL{EAHJE (vandetanib). Bl £ & 8
(axitinib). R1# # JE (cabozantinib). %X IEJE
(regorafenib). FiM1% JE (apatinib). JEi&Jeé 1
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VEGF-C
VEGF-D
\ [ VEGEVEGFRZ: &1 |
VEGFR3 TR

TRIT LI I B DA A

| memm s |

Rt A l
\ / l YU E
I A ME
VEGF 5 VEGFRI\ZE A& K £ I A5, B R IR R N P
E1 VEGFxESVEGFREHEEIER XA LUK IAVEGF/ VEGFRAEE S B 25489 N F 75 18]

(nintedanib). K1% % JE (lenvatinib). %% & B
(anlotinib). kM JE (fruquintinib) f1 & K $LJE
(tivozanib)(F D! X4 W5 AL 3 22 2
L 401 VE GF R % 22 R W0 B IR Ak i) I A2, FHL
VEGF A 5 10 M8 A5 548 517, X — i FAMY
) 7 A AE A B A S B L I RS R B A B TR
F, 3 A % U0 b R A0 B Y S BE RS . SR,
BT I/ BT A2 A2 K R 2 4 (platelet-derived
growth factor receptor, PDGFR). XA KK 7%
A (epidermal growth factor receptor, EGFR). &4f
Y4 KK T 3244 (fibroblast growth factor receptor,
FGFR)%5 H Ath i3 52 14 5 VEGFRA AHALL I i 20 IR
WG AR, T BUN 1 T R WO 40 ) 7R Y 3k
PEPERCZE, TEHNHIVEGFRES S BRI P 1 [F) B
0T Bl R e L A B2 Ak RS PE T Rk, ANy
I R B A A A AR BE R L I A R
I B 5 AT 1A AN RS o

AT, FEPUME BT RS RE T Uk, 45 IERE
W VEGF 5 VEGFRAH FLAE I ) 25 W Fh S AH X i B o
XKWl S A VEGFEVEGFR S 7 11 25
#, BABIVEGFS5VEGFRIUAH HAERM, M
VEGFRI (118 B2 14 Ui A5 5 38 i 1 1 500
X2 B FUAR LG (GR2) I AR 4T

(bevacizumab). 75 ¥k H.$i(ranibizumab). 5L HL
Pi(ramucirumab). 1% FE LR P (brolucizumab) Al
2:56 75 FR P (faricimab), DA K b A 8 (2R 259
174 % (aflibercept) 1 BE A 76 3 (concbercept)!' . Ik
Gh, B — P S YE S A VEGF-A 65 WA A% TR
i A A 245 M) —— IR Il JE (pegaptanib)?®!, M,
AR BT TR Bk BRI IR At JE BE 05 45 5 1 M 4
R IVEGF; Bl 74 8 A0 FeAr 74 3 AT [R5
ZANVEGFZRGRE AL G 0w 5 BT R = 1
#L1A) 45 5 VEGFR . AHECT /N7 1 I = R i i 411
A, XL 2GR A B T R S R e
FEIGIR S, EATA A T B va 77 (an DUk
FPUANE S RAT), WAR H TR IR  BEAR
PEJAR YT (U0 TR BR BT BT 7 R N R AT 1 )1
WAk, B VE 2 PUMLE B AR 25 AL T I R T
G R TR B, B B 30 Bt T K
Brivanib(BMS-540215)& — M ATP 3w F MK
VEGFR2F Z BRI 7), X VEGFR2EAA i JE
MR A R BRI 7T A VEGF RIS & R I it 411
il 7l Cediranib, AMYAEHIHI VEGFRIF T 1 1L 8
Az, 38 H]BLSE W R A0 R 2 R DN A5 1 [ BE
Ay B AR A A 1A VR R (I Dovitinib(TKI-
258) A Je 2zt A R IFTAMG 706, U2 BE ) 4]
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VEGFR. PDGFR. FGFRZ%:Z AN 52 4k () % ¥
R 7220, AN, BT AR R LA B
ZJAK109(VEGFR2%} 7 MEHi48) FIAK 112(PD-1/
VEGFXURs S PEfUAE), 20 ilfE T HAFD I Il R ke
HhFE I H B A T R SR T (S IR A
VEGFR-CRI1f& 2 [AIBI302, 78 # A4 I 5 taEik
FHPE B BE AR ME IR PR 1T R P R B B
(IPNE G

3 #mFVEGF/VEGFRE{EN S RKZHHIHF
RitRE

FEPUIMLAE B A M R, N TR
P A A 1 AR R — R AL B AT 259, A B
AT R IR AR o AR, X B A R
PEAS R AAS R s 588K 14D Tl it PR 1] 7 LIl R B FH
MIELZ R, #U A BH KT VEGF 5 VEGFRAH HAE I 1124
VIR G 2 ) FoA B E R RR S I A B A
AP BRI, X R AGYB A — LR R
WA B 5. S SRt e . AR AR s e 2 DA
Kl g T8 4. M LBl R A = P 7]
A e L E- R W=l RS 2 NN 1K=
WA SR AN TR

% R 25 2 30T 4 SR R IR R ) — 2B M 2
Yy, AR FRHE BT NGy T AR B AR 2
YIRS, B, 2K B Bom R R
BRI B A R A7 0 e T, MR, AR 7 oA
W EGHSRERRAI ik, 2K
W 70 TS BRCR 25 P 9 A ) — AN s IR
K, FEEVEGFF A VEGER S (A 454 . AHH.
VB AL DA K e ATTLE I 78 37 A6 i 7 b 1 1 15 21
TRNSRNT, FET VEGF/VEGFR 45 1) F1 1) B8 (1) 1)
PLVEGF/VEGFRAH HAE F 1) 2 Ik 25 ¥t 5038 i 1%
NZGYIIE TR AR, RN B3 3 A
JE IR AR R FALZ W Bh e S v, s
i 08 5 5 1 H 45 & VEGF/VEGFR I Z KR 41, N
48171 H1TVEGF/VEGFRAH H.AE H (1) 2 Ik 25 V)i 75 42
B“TRZEZH T
3.1 ¥BEVEGFRIE#H4E ZKAYIMR

B[ VEGF 1 22 K =5 B2 10 o 958 1 1k g o 5 R O
RIS, HAFAEAN ZRREVIIARY 2 KEE
3). V114Z lk(VEPN[CDIHVMWEWEC]FERL)H

5% [El Genentech 2 7] ] FH Wit 1 4 e oR B R i 16 3K 15
AH S5 VEGFI M & MUK (microscale
thermophoresis, MST) il &5 & RE /7 (1 S5
V114X VEGF 155 1 1K fE3E %] 70.11 pmol/L™.
V1143 HAG#r o8 e gs i, ERe G # VEGFR
RS &6 s, FHIVEGF S VEGFREE & . 1E
55T VEGF-VEGFRAH FLAE F R G928 I B 1256
i, V114Xt VEGF 5 VEGFRI1 [ 45 & 40 i1 % 74 1
I1Csoffii% #1.8 pmol/LP%, Reille-SeroussiZEP"I7E
V114755 b, JFRE T 7 50 R 4 48 i etk Fi
ot i AR kAR B H 5 VEGFS: & i0is e, s s
IV 11475 %55 3 € & #7% (isothermal  titration
calorimetry, ITC)H X VEGFHIZEM HKAEER] T
60 nmol/L. YeZ5U [t 52 U /& 7E V 1 14% 7 51 1) 3k
fih b, SIAPEGHHMTIFHI %A, #t—DHmTH
5VEGFIE &R 1. XEHFFREH, VII4RGZ
JRTE 73 F 7K~ S2 56 Hr 3 R I R 4F I VEGF 45 4 fe
J1. B, V1142512 KA1 VEGE 2 ik
FURE FCAIT L Hr 2k Z KAt R h EE R S
¥

BaghbanZ:PIE202 14E 1R 18 T — 443830 & B %
THEAVEGFR2# 71 4574 1) 22 IRONGIDFNRDKFLFL) .
SRIM . 1%% Bk B AEAE 73 F /K P #E A1 45 &4 VEGF, H
LA 40 B R0 Bl 4 K I B i A B AR 3 PR D R BR A
75 1 1EPY . GhasemaliZE*O7E2023F HiRiE T
— 2B VEGFR2EE A s 2 ik, Al A1 158 40
HATA SR (MTT  assay) o I 0 ik A 8 ik 4 1z 20
}fd(human umbilical vein endothelial cell, HUVEC)
B T, (H X HUVECYH MK ICs E A A
247.8 pmol/L. XA HEIHE T VEGFZ ik & H Z [H]
M F IR ZES . i H, VEGF5VEGFRI
G55 AT T 2 AN VEGFRINA R 453, Xt &
B LA 1 DR 8 VEGFR 1) 45 & 26 1 Sk A 2
WrVEGF 5 VEGFRZ A EAEH . BRit 2 Ah, 1
FA LR [ VEGF 1 22 KM 5 70 R0
3.2 $E[EVEGFRAYHTILE £ £ BLHIHIFI 89
R

780 1) 5 VEGF/VEGFR 45 & 1 £ Ik 25 Wik 5%
S, BE 1R VEGFRIP) 2 K4 77 B 78 L 2 7] VEGF
(1) 22 BEAM SR 0 7 R 2 HiR N . o EFE
BIEHA T H5, VEGFERAKBEN, HE
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F1 BLHHIVEGF)ND TEESELMERNHFI 2254

AR BSiTingl) & NORE

414k JE (Sorafenib) 20054F Bl . FR AR

#T JE % JE (Sunitinib) 20064F B B s R TR 45 E

¥4 1 JE (Pazopanib) 20094F BT . A AR

LA B (Vandetanib) 20114 PR IR A e

ki & # JE (Axitinib) 20124F (=)ot

i X IEJé (Regorafenib) 20124F s e, BERE . s

- 1# % JE (Cabozantinib) 20134E FURBRBERE R . A I

K1 2 JE (Apatinib) 20144E =]

Je ik Je Aii (Nintedanib) 20144 /N i fiti s

A% % Jé (Lenvatinib) 20154 RN = i o N e = i B

%2 % Jé (Anlotinib) 20184 |1 ol RN o

g # JE (Fruquintinib) 20184F 4 H i

& K ALJE (Tivozanib) 20214F 5 2 e

*2 BLHrsEEE VEGF/ VEGFRIBE/ER #2454

AR Yy i) & RRE
U7 SEE P JENRAE . EANE . WONEE . BRI R
(Bevacizumab) M ABEEE o6 A CA T
o VEGF ¢ 20044 AL ISR
o by VEGEA 20064 RHEAEHIK PSR WA RSB S K
A 752 VEGF-A, VEGF-B. VEGF-C. 0 VLA BT P SEBEAR Y | B B P KL B 28 SRR I L B B A
(Aflibercept) VEGF-D. PIGF DRSS A5 . AR ) i e ik L 2
?Eii?;:iept) vEGEAs VEGEB. VEGEC: 014t ipbirib i AOAEIENE, RS HE LR BT S HREA
CEUENEE) A . g -
(Ramucirumab) VEGFR2 20144F B BeESA . FaNE. EnE . JE/N g0 i
f’;ﬁﬁfuﬁﬁ) VEGF-A 20194 IBPEEIHIS B
ey VEGFR2 20214 RAEAEEHIK PSR BRI BE HE K

VEGFRAH HAEH B B 45 &AL Al S, X8
A BB VEGF 45 & F 1 (1) 22 B 71 32
BT R, HYR, BRI VEGFR 22 Bk 06157038 5
REAZ [ P 2 N VEGF K % 8 5 VEGFR I AH B
PEFR, MM A R 30 B VEGF A 3 1 if
WA

D'Andrea5 ! i BT 46 58 15 VEGFR £ Bk 401 1
FIRIRE TS, A8 T VEGFR H 5 VEGFR [ 5%
G, Wik T FBEAVEGF  aE e £
Z QK (Ac-KLTWQELY QLK YKGI-amide). QK%

KEA R IF I VEGFRES A BE /1(K=64 pmol/L), If
HAEA 240 # VEGF/VEGFRIEE &, 2R1, QK
Z IRAE AW 23 PR U7 T R I H 5 VEGF A Bl (i ik
ML T A ARG T, i S o o A AR g/ A,
Vi B QK 2 ikl it B4 VEGF [ adZ i 7 1, 5 7k
454 VEGFR, JF0EVEGER TS 5% S3i&
e, TR RSN M 3G 5 . E RS DL R A A T B
YEAIVEGFRIVIREN A, QK2 IAALE filr R 7 Hh
HHAWM RS, HTALUEENG O &ET
Eﬁ?“ﬁm’%]a
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BasileZ: It J5 it T —4#E W VEGFRFIHT
I %% # 4E 2 Ik——MAZ Kk (Ac-KLTWMELY
QLAYKGI-amide), H5VEGFR1454 MK EHIEF
146 pmol/L. REMAZ Ik 5 AT IE QK £ ik
TE 7 B G5k EAFLE S e ARAL I, (ER e A140 e Il
AR SRAR S I AE TR . MAZ IR RERS 5 S P 2%
A VEGFR2, MW VEGF5VEGFR2HIMH E/EH,
T 0 a1 0L PN S 24 P 38 B 3 B8 N A L A 1Y
T, R R, MAZIKEA ERE
B fiE4E M, B R iS5 VEGFR2 L) VEGF
G DA R, A RN VEGF 5 3 1 I & B
A, R BEFRBAIT, MAZIKRER B M
iR I S A R R 2B T

AR, BE#E VEGFXK &S VEGFRAH BAEH 45
FIRBT AR BT ER N, 56T 45 0 & B & i RO ¥ 1)
VEGFRI 2 k#0550 i 0 58 A5 7 B & kg
20074F, GoncalvesZE " F| F VEGF-A 5 VEGFR1H]
8 G R IR RO IR G W B SRR B R B, R T —
FhTE96FLAR b v 2% 0 14k ¥ 7] VEGF/VEGFR 1 411 1] 1]
PISEEe Tk, N R R TR T i,
GoncalvesZEP M WangZE P2 1+ 7 — R 51 B
VEGFRIA A AR (45 VEGF-A. VEGF-B. PIGF)
2Rk, JFi71E15 2 ke[ YYDEGLEE]-NH,. A-
cL1. B-cL1FHP-cL1% % A4 [a VEGFRIY 2 JIk ]
o Hr, FBEB-cL1X%f VEGF-A/VEGFRI1%45 4 )
ICsoi & E10 umol/LPY . [FIRY, FAKB-cL1IERER 2L
FUH N i K 9 B2 40 B (human  umbilical vein
endothelial cells, HUVEC)I4FE . T/ FIfE I
B, A% AE faf 98 /0> BRABE B o g A ) B s SGC-
790141 i fry Sz A g A KL

SadremomtazZ5°*, Farzaneh BehelgardiZ& A
NamjooZP 8 it 7 — 251 I VEGF F A A 8 19 i
(1) B B P B 2H A 1T T VGB &R 51 22 Ik (R4
VGB, VGBIMIVGB4). VGB A% ik HAG XU E
S, REWS [F I HE A 45 A VEGFRIFIVEGFR2, [
WiVEGF 5VEGFR1. VEGFR2HIAHHAE,
m&E#H4E. EVGBRII ZHH, VGB4
(KQLVIKPHGQILMIRYPSSQLEM) [ #7114 37 A&
TEIE AR, FEEFYHARHE VEGF-ANIVEGF-B |
1) =By AR HE R BT ok, AR S b A S
VEGFRIMVEGFR2P, fE4T 1/ § FL IR # A

FRAY (RS20 AR, AN R VR BE IV G B4 SE 36 21 3545 Rt
8 T L 40 PR AE BALB/ e/ UK A B A KA
B, RIS, ARG B R B R AT, GER] T
L H PR AT R 3 1 R e A BTN

BbAk, [ P A A I 5T At T R T A
VEGFZ i 5 (A B #E 15 VEGF R L 5 4 22 k3]
FIFIE T . Abdulkadir: 15 i T — R VEGE-
A BEIV2RIVIZ K, IR S 5N ER SR
QMR (EidbV2RIV3Z Y B E I alB e £ 1),
AT BB A 2 45 & VEGFRIAMIVEGFR2,  #) IfL%&
WrE . DmytriyevaECMERE S B T — S
VEGF-B oM EM A K Vefin7 £ Jik
[(KAVSWVDVYTAAT),-(K),-K], Vefin7£ k&
T VU2 VEGF-BRol2 i /741, $2m 7 H 5 VEGFR
SiamLRME AR, TR E 5 VEGFRIFSE
M AKAEZF] 70.167 pmol/L. 76 H AR 5 1, #
FIVEGF-A L34 &5 I Cyclo-VEGI £ ik,
VEGF-P3CYCZ Ik, DL LAl PIGFHIHPLW £
KIS HPLC 2 K422 3 H 42 17 40 i VEGFR AT
0t AR IS M o LiaoZ I s AORIE 72—
2 HINRP-1/% IKRP7(RPARPAR) 5 5 i fik Tat
(RKKRRQRRR) Bk ) 2 ik (Tat-C-RP7), #F7TH K
FH ¥ R V1) T 206 7 P ) I 5 g 2R TR Be 0, &
REIN, Tat-C-RP7TEA RUFMALZFEIERET), B
HENHR R I 97 0 I A 37 2 . 25 B RTiR, ax ik
TELEWFE 1 (T VEGFR 22 K40 il 751 #458 Jee 0 A8 S 11
VEGFRAE i) P41 R 4 ()40 a8 3 AR v

R, RE Z ML B A Sk etk (KB E
Jo BUF ) G % SRS AR, (R H AT R 2K
JEHE [\ HUVEGF/VEGFR 45 & I L& #r A= 25 1
e X—IRATREHRE T LRI REBHEEK: &
Ja, LRTE MK G R T BOL S S SR A
&, diae AR ik, RIRZIKELRN S
PR AR GE B, R RE T A,
VEGF/VEGFR4: & 88 i (VRER E 38 I 1 254 9%
KIIMERE, VEGFZ K 5 5 VEGFR A& Ktk 85
FREZ HEARRE R, BB/ VEGFE
45 A 7 1 22 JBoE DA 4 T H0 1 VEGFR A 5 4 i
R, T RRBEER, RoREWE AT
R T PLR SRR 42 T 2 KSR VEGF/VEGFRA ] 5
MRzt : Bt 28 AR Z PSS SRR
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=3 WHAPAVEGF/VEGFRZ BRI 5

Z k2R ig]] SRIA Ly

vil4 VEPN[CDIHVMWEWEC]FERL WK B A2 JR 7 VEGF-A
QK Ac-KLTWQELYQLKYKGI-NH, GHEWIE, BIVEGE-A VEGFR1/R2
MA KLTWMELYQLAYKGI G, B VEGE-A VEGFR1/R2
A-cLl1 [CFQEYPDEIEYIC]K-NH, GHEWE, B VEGE-A VEGFR1
Cyclo-VEGI Cycle(fPQIMRIKPHQGQHIGE) G, B VEGF-A VEGFRI1/R2
VGB [CIKPHQGQHICINDE G, B VEGF-A VEGFRI/R2
B-cL1 Ac-[CTVELMGTVAKQLVPC]-NH, HRLETE, HPLVEGF-B VEGFR1
VGBI [CSWIDVYTRATC]QPRPL G, B VEGF-B VEGFR1/R2
Vefin7 (KAVSWVDVYTAAT),~(K),-K AR, BHVEGF-B VEGFR1
VGB4 KQLVIKPHGQILMIRYPSSQLEM G, MHAVEGF-A. VEGF-B VEGFR1/R2
P-cL1 [CSEYPSEVEHMC]S-NH, ARG, TUPIGF VEGFRI
HPLW KQLLWIRSGDRPWYYTS G, #PIGF VEGFR1/R2
HPLC KQ[CLWIRSGDRPWYC]TS G, #PIGF VEGFR1/R2
Tat-C-RP7 RKKRRQRRRCRPARPAR G, BEIINRP-1 NRP-1/VEGFR2

B SINAERREIE IR A KA 25315 R 5t
Fo XETEAETIRIA W RRYE, HEs 2 ik
FEPUILE Hr L 2RI A R o

4 FEERE

£+ % VEGF/VEGFR % 4t (1) #E [ 25 40 75 i PR N7
ORI 3 B MR R, RN IR YT
R T i 5 X5 28 1) [ g U, X S 2 AN (L L
HHEREMTHNE, WAREEE RS E L.
ALEIR B 1E S5 [ VEGF/VEGFRA HAE H 24
VIR SRS T L, FERER H AT g B e ki
IR K ZW . A, ARSCEIRNRTT T 4wt 5t
o Z KSR 5 VEGF/VEGFR &S & 4011 571 1)
Wit R RN IT R g, DLREfImmr st . 18
HH A 7, 2 Bk2E VEGF/VEGFERAM 17 K 1
S (097 R0 B v I 2 A DA R TR fr 45 26 75
M52 KiE. SEEZAMME, 2RI e
B HPUBE M KPR AR T T B B
B, FHEFE—DRABFHFIRT BRI EAR
. BRI, 2 k28 VEGFE/VEGFER i 747 T s
—supk b, wekEERE . RREthirE . MELLSZE
FUAR 25 255 ) A DR, 763X 28 22 ik 2 31 1) 5]
BN RARIG AT, IR0 H R824t 72
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