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Research Progress on Anti — Angiogenesis and Anti — Tumor of Natural Compounds by Inhibiting VEGF
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Abstract ; Malignant tumor is a disease that seriously endangers human health. Angiogenesis is one of the important mecha-
nisms of the occurrence and development of malignant tumors. Vascular endothelial growth factor( VEGF) is widely regarded as
the main regulator of angiogenesis and plays an extremely important role in the process of angiogenesis. Targeting VEGF and vas-
cular endothelial growth factor receptor( VEGFR) can reduce angiogenesis in tumor and help to inhibit tumor invasion, prolifera-
tion and metastasis, which is one of the important fields of medical research. Natural compounds are widely defined as chemical
substances produced by organisms, which have unique chemical diversity, wide sources, multi — targets, multi — mechanisms,
multi — channels, low toxic and side effects. Modern studies have confirmed that natural compounds exert an anti — tumor effect on
inhibiting angiogenesis by inhibiting VEGF, and natural compounds have obvious therapeutic advantages for malignant tumors,
which can effectively inhibit the occurrence and development of tumors and improve the quality of life of cancer patients. In this
paper, the related research of natural compounds on anti — angiogenesis and anti — tumor through inhibiting VEGF was summa-

rized ,and the main mechanism of VEGF/VEGFR signaling pathway was combed, so as to provide reference for the optimization of

clinical malignant tumor treatment strategy.
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A R AR T . KRR ARz, A 2
SRR 2 iR AR MR BT /N S 50 AT i o
VEGF 0148 A5 SR #EGT IR (7 T, % T ARt e s 245 ) =
Pk K D R P 7 T80 LA I 3100, DA P 24 v i s R K 1
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H A=K F (platelet — derived growth factor, PDGF) | i £F 4 4
M4 AT (fibroblast growth factor, FGF) %5 H.A , VEGF & —
G IN=R ) O 2 s S e R S 4% 9 3 o9 N
AU E IR T, VEGE Z ik VEGF - A VEGF -
B.VEGF - C VEGF - D Flfif # 4= & K 7 ( placental growth fac-
tor, PIGI) 5 Fft /30 28 [ 4H I, FLil it 5 2 BRI Al 32 AR 485 5 ok 552
AN G572, BT VEGF — A FER 75 I 38 A s g
Y FAE, F I VEGE SRR 1 JE VEGF - A, 7E B4 4%
PF T, 6155 KT - 1a(hypoxia — inducible factor — 1o, HIF —
lo) WL F3 VEGF, VEGF 7] 55 i 48 P j 2B K IR F 52 44 (vas-
cular endothelial growth factor receptor, VEGFR) 1 1 VEGFR2 2%
G ARHEIMAE AN, BT VEGFR2 J& A 1178 74 5 4 i Hh K 224k
VEGF (55 1) 852K, i VEGF £ 25 VEGFR2 254, fiEilf N
BT AIAG 24y 24, VEGF 5 VEGFR2 254 )5, BN {5
T S IX S S R B B A A R R AL, — 2 AT LAV Raf 7 - 22
IR ANE S ME 5 98755 16 ( mitogen — activated extracellu-
lar signal — regulated kinase, MEK) — 2224 5 vi& 1k 75 13 4 1§ ( mito-
gen — activated protein kinase, MAPK ) 3 % , 12 i3F P Kz 21 Jf0 284 4
TORT DA AR mE LA 3 R - B A B {55
(PI3K - AKT signaling pathway, PI3K/AKT) , {i¢ i3k P iz 40 il 4715
RS A e, (R, AT LG p38 MAPK 55, T ik
RN EE H B I N S AR RS o A5 0 2 [ 2
PER A SRR | A3 o P B A A B AR
it A RO S TR, S0 St 9 L A A 1Y O SR T T BT
VEGF 15 VEGFR £5 ek P # %5 . WARTINVA 1,
2 Pl VEGF fii &£ R SR EMBRHX R

AL & AR SR R A AN B AR g SE R
M TN RESR T 7% (loss — of — function, LOH ) F1 J5 9 K& X 1) T fiE
HAFHAE (gain — of — function, GOF ) | - K B 198 A BE 1 J2 5
MRRG @ IR BV, o, @ s 8 &g &
4 3T MBI e AR R R AL BT ER , AR AXRT LAy i
9o A LA AR, TRD 0 vy DA I AN A I YR v 1 R ) T %
A PRI e L I b TR L S T LA A DT b g 4 i
R A ET AL A B, e i 10 A8 A S P A LT A A
irgga (2B A RS S 1971 4F, Jodah Folkman #2482 i iR
BAELAE 2= 1, Ny VEGF IR U484 i PR CBHERT, 2
TRRFFEIESE , 38 3 T VEGF H il 48 A= s 7T 5 | S Jgg 1 IAHIR
IV e 10 2 e 55 5 A%, I Rg I A S B N R P PR 1Y
HELRIT R — A UG R — R A B A 2R 2N Y E
AT PR ) VEGE A VEGFR 8 (1 1 47T 1k 25 49,
VEGFR — 8% & 12 1% i 410 11 77) ( tyrosine kinase inhibitors, TKIs) L)
Fe S 5 0055, T LABH T VEGF Hl VEGFR Z [u]AH H.4E FI &
RELIT T U015 5 % 3 S 400 o b g 1t 68 A= i, A Bl 3 490 ) o 8 4
B SRR RNEERS TSI MR i H T H AT R R E
GV 2PN E BT A R g A B Beogd 3697 R, il 4, DLk
B4 ( bevacizumab , avastin ) - 2004 4E % FDA HEAER &
Bt VEGF 5 B P, 8 33 58 4 PE 45 & VEGF - A, B 1k
VEGF — A 502 IRE5 4, R A I8 2 sbi b 4 H iy, 3L
BUESE AR, B e /0N 4 e s o0 2L B o B g e s IR
Jrakt™ . ¥ LAY VEGFR — TKIs G4BT IR 8 . % 8 B e 8
ke R e R BAR R A, R A i) 5 AT
T BRI SRR YT T BeBe A AT DA R8T R, K AR VRRNG
TR . 28 BIR UL, & B e AR vh B RN o 288
TKI, rl a3 #E ) VEGFR | i /MRATAE AR K B F 52 & (platelet —
derived growth factor receptor, PDGFR) | il4f 4t 4 fifu A= & Kl 7 5%
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A (fibroblast growth factor receptor, FG — FR) } ¢ — Kit 4522~ #
S DL IO IR 0L A B A e A K R LA Y
BRJE PD - 1/PD — L1 il 50 166 & 5 T ok LA Wk 2 1) 12 [
VRYT AR, RIE AT AKT 3BT R 048 P9 R 4 i - PD - L
FIR VRN S SO, T R /N AN I g Y A0 R o
B AR SR S B HEIAY T /NN A T DRI
FLR 4 JB & A B# ( matrix metalloproteinase, MMP ) 2| VEGF |
TGF — 1 S5 ML F 45 , 2 Mo i IR 5 8 A 1 B , L vl 4
KBF AW R BOR B, Y1 B R A O T 87
JRFHS o G Y S B 2 A MR R AT, LA BT R i
SRR FRE R
3 RALAWBEIIME VEGE Hiin & 4 S
3.1 AHmENEY DR IO EA 10T 25 7 240 i
SEFEALE RS B AT, W] LA HCT116 F1 SW620 i iy I i
VEGF Z R4 A 149 73 4, W1 2 F 14 VEGF - A [ VEGF - C,
VEGF — D A K-, i — 25 AR Z M A 040 1 45 1% i 4 i 5
CANLIN S

PR A ] B8 2k 30 MEK 41 555 5 8 15 3 (extra-
cellular signal — regulated kinase, ERK) 1 VEGF 3@ & %} 45 B %
TR R B PO o RANSEIR IR S T 8% 7 il S )
T AR 77 2 ) L AR 9 MDA - MB - 231 4 iy A= <,
A& SR T 20 B G 0, LB v BE R n, AT DA el A8
SERIE A B B L 3 SRR R B R AT LA
i M4 A A (R T B, AL 7T B8 5 S5 88 7 T 98 VEGE
IM48 PN Bz 55 %l 75 1 ( vascular endothelial cadherin, VE — cadher-
in) fRZAHMA B A R A2 A& A2 (Erythropoietin — pro-
ducing hepatocellular A2, EphA2) MMP -9 kX MMP -2 Z£{{j5&
IRAT S BEEWRR AT A T Lewis il /s BUR #4093 24
KER, MY BE % 22 T R L7 o VEGF Fl TGF - g1 7K
i HLAT DA AR Mg 41 4 TGF - g1, ERK1/2 \MEK . p -
ERK1/2 By H 23K, & $E B MR 158 A 5 miE 8 1y 1
Ao P S0 T LA D i 9 B AR BB 4L 4 VEGE
Ik, WA IZ /D BB BY (0 W 485 B8, DAL T BEL BB 1T 28755 2 3 3]
PR o N RIS H22 P/ BRSO A K
A2 e, VR FBLRI T R 5 3L 1 R s B Krup-
pel #£HF ( Kruppel - likefactor 4, KLF4) &1k, 31 T & VEGF
FIRIFH RIS 1 RYEE i B URGE BT A R R AR A R R
H Eff (a disintegrin and metalloproteinase with thrombospondin mo-
tifs 1, ADAMTSI) 15 , HE T 40 4 o g o 5 24 A 562 0 g
45 A B AZ AN R AZ BT AT LAREAIC VEGF \MMP [ 335, B
MERTER, ZEAEAL A EEE L = EE
A, AT AU 5 8 RS B AR 8 UL A, KA
WA L85 T2 B P e R O /7
3.2 #EMNAY OIRRIETEHEREADUMLE LR,
S0 5 F AR B 5 T A 1 ) B R i ) A R
JE i ( dihydrofolate reductase, DHFR) , VEGFR2 , TGF - BR1 #I
MMP -2 LI 48 AR AL, For 8T & 17 5 DHFR 255 filk, 4
PRI [ 55 TGF — BRI VEGFR2 FI MMP -2 454 35 T4
Tl 22 5 R LA BT B A S L A
FEIESE T 4003 N BT S 5 0] p300 HAT 3 44 , o 55 2 o i
TR S BEAL R EE 6, 10 35 A G T (cyclooxygenase — 2,
COX —2) [yFeik, i Al il VEGF BS 1 COX 14k, H IHI &
WeagirE Jr AW VEGF 355 B9 A bk 4 B2 48 i ( human um-
bilical vein endothelial cells, HUVEC) f{iT £ 11228, MM & 3%
008 LA 200 e e A A AR SRR L A R 2 e
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PRANOT LA B4 5 R 2 if1 988 ( esophageal squamous cell carci-
noma, ESCC) 41 ¥ 14 5 FN1{= 28 , 1755 ESCC 4 =, i — 2
TR & B . C IR BRAZ T ESCC /DR A&, T A
MMP -2 MMP -3 MMP -9 Ki67 .CD43 Fil VEGF - A 93
ik, Rl A, A4 Bz 2 R B IR P Bz MRS AR T, LARI AR
e =0 2 IR HUVEC f VEGF Il VEGFR 9 [ 3R 35,
WA, B ZBRAE ESCC iy CD147 33 3R35 5 Re e K #Hi b
JEVEH , £ CD147 ®i %5, W LA 2 35 F ik Ki67 , VEGF - A |
MMP -2 MMP -3 Fil MMP -9 (335" . i 2 iF 1 T fig 2
AT PHT AKT {5538 i @ 2 B X VEGF 5 bFGF 75 5: (1) ERK
WEERAL , NN fig i 2 10 ] HUVEC M35 3% /NS TE iU &
BB A I A K

3.3 BHEMNAY ASBH RS BREMREME I RER
e TR N B G2 Ty R A 0 i g o 8 2E L, 5 AR Bl Im] 4
L HATRERLE 282/ CDy (CD,” K, BEAIR CDg /K-F, dET
SRR R /N B G BE Th RE, [) B 9 0N B R 4 4
MMP -2 MMP -9 VEGF £ [ 235 5, 100 4l e afn 5 7 i 4 %
JE, INTAT A H22 PR AN 0 (R 6 3 Y . Eiess ™ L
B fa R iR AT X B BT T AR B R A A N
PEHEATIRGR , AERRAR ST ok B B 8 2 N, AR BT 1T AN 239
AR TR T £ TR0 I R 70 LR S B S AR Ak, A RE NS S 2 i B
T ] AT A, BRI ICL I R B, AR 1 AP
BA IR S VEGE — A [EGFR FGF2 45 10 A4~ CHEHE 211
W EYIAEG, EMEY I FASEH Rd HEEMIT VEGF 5
1Y) HUVEC (3458 TR AR ThEE, T HUVEC B B RBK
¥ VEGF K F-, 30 il VEGE S 1 #0119 95 BE 0 1 85 A g7
W 0 S A N S A S B R S T FE T R 4
R AL A ) G s 240 L ) 386 4 R RS s LR TR PE A,
B GE 5 0] HIF - 1o/ VEGF {553 B A . HZE 81T
(Tea saponins, TS ) Tl % #7124 it 24 O 5148 4 it OVCAR -3,
A2780 FI CP70 BYBIESE LB, TS REME 55 1L £ M b 410 ] A B0 52958
2 i S R BA R A, VT g AN E M IR R A S AR T, 9
WAt HIF - 1o ARV ARREAR VEGF 8 354, AN i/ e
PRI FT AR o PR PR SN SEI6IE S A 2 ( platycodin
D,PD) it MAPK F380E 42 Fn ] 42 BH 1L VEGE S 1= 241 Jifd
412 - 8(interleukin — 8,IL — 8 ) &S My 45 A= %, . [FIA, —
TGUAE AS49 4ii it v i) 442 1 S 55 32 W, PD L) 5t AT (5] 4988 )
75 T p53/VEGE/MMP — 2 3l i, JI i A549 41 fifg 3% 58 & 75
ST o BFYEBoR & & 21 B(ophiopogeninB, OP - B)
I B AS49 2Nl 2 B] A B A 1 R T AN Y b
FCANBE - 1A SRR AL, ET 0T T 40 i N ) EphA2/AKT/ Raf/
ERK F11 Sre/FAK/ {5555 5 M %% 5 18015 I 1+ (signal transducer
and activator of transcription, STAT) 8 #& , M i #0 l T~ A549 4
HIAERSNFIIAR 56 , [RIET, OP — B 38 i3 #0 ] VEGFR2/ 4
12 18 it <7 1A% ( tyrosine — protein kinase receptor 2, Tie2 )/AKT/
PLC 1 EphA2 i % , 4] P Py AS49 Jisd A L 85 A e o 59
Hb A WFFEUESE OP - B 3& ATl MHCCO7 - H 4l i 13255 12
ZERML A A K, BB B E - #5258 (A (E - cadherin, E -
Cad) [ 3R35, RIBT BEAR N - #5268 1 B 25 R VEGF - A
ik,

3.4 EEEMNAY  AIMERAESEE R UM BRI
HE5 NS5 40 1 Toll ££32 1A 4 (toll - like receptor
4,TLR4) BUESS &, TR M55 40+ HIF - la & VEGF X
Fik, R B PR Y0 I 9 B 5 3R BE KA R 21 41 P VEGE
CD31 il MMP -2 [{)3R35 , $&/R #5253 i ] VEGF 41l it

AR L TR AR W IR 4 T R R VR R T Y
F i@ EYE A R4S E 85 1 12 (A - kinase anchoring protein
12, AKAP12 ) i 25 AR VEGF 7K1 J 24 M 2 B 23 7K P41
L MAZ AR R, AT R P45 MR VR . R s R R —
Fiff COX -2 JEEEEBIRFTH) IR 2 E2 & - 1 (microsomal prosta-
glandin E2 synthase — 1, mPGES - 1) F14 ifg &, % P450 4A11( Cy-
tochromeP450 4A11,CYP4A11) #4551, 7] DL3@ 8 AKT {5 538
BT R BB 4B ML b FGF -2 ' TGF - B Al VEGF (33K, AT
BELBET 1L A7 A A3 5 5 i 0 0 ORI 4 OF AR R R
AU D) R ) R 4 G W AR B GBC — SD 4 i, B i 4 P A
HIF — 1o/ VEGF 3 % 8 [ 2 3 T 0 1) AH 5% 9 240 B3 4 AT % R0
1228, 175 5 IS A0 R IR T, 300 skl A P A A 2 8 B Ak 1N
A FR BRI T AR, AT DL IR
i 9 R BV A PR R, T L B T Ak 1T 6 %5 B T R IR VEGE 32
A AT P A A

3.5 BrEAAY AR B IR TR T 22 B R AR i T A A%
AT kB (nuclear factor kappa — B, NF - kB) i VEGF K H T
{i# X Notch 1 HIF — 1 {4 33k, DT Z £ 400 11 1L 45 A6 )i it
FEIPER Y o B SE BIF S B 2% B R 0 1o i ) B )
Wi 7 XA Hep G2 4HiffY, 76 B AR B 1 6e 08 - VA I 98 4
Ml miR —29 FIKHEI T 97 VEGF ik, 45 - 40 i A= 1
AR, PR KIS S RGeS W E ] Lewis Jiifi /> BRI
HLH VEGF FKiksK-F AL i bl bk s RGBS AR 25,
AT 5 B R, ELXE Lewis Bl /D BB )T HL A 48 BT
FIPY S A WRFEIESE A 32 B (resveratrol , RES ) i 2t 41 ) # B
R STAT3 (HIF — Lo F1 VEGF ()32 5538 4340 il /N 41 i fils
Jii , %55 R W] STAT3/HIF — 1o/ VEGF 3 % 1] G AR R 7
RTT A RES 115 4 BB AT 25 W36 97 6 /DN 41 i it 483 1% 468 3% 40
AL BRIEUE S B % AT 2L PR AIE VEGE - A MMP -2 FiI
MMP -9 kil €05 AN L (2 R L A 1

3.6 BEMAAY WMREUFASE DA W LEET T VEG-
FR/AKT 38 #1558 A /)N 200 H fii s 240 e xoF 5 I8 Je i gt
E— 2 R NTTFSE R B, & AR R AP S TR 1A PR AT LA
FHF#K p - VEGFR Fl p - AKT 32357k, i M il VEGFR/
AKT 388 BEA T AE /IS 4 i i s /) B o B AR 250 e (9 i 9g 26
R AT BIFAUE SR HE K i R0 = LA A e
SerRS ik 22 & ik - tRNA & A ffi ( seryl — tRNA synthetase,,
SerRS) ) 3R5 , T FEAIL VEGFA % 53 Fe ] = 911 3L I 48 4oy
/NG LA A B A RS IA N, K 2R REAS R A HIF -
Lo mRNA A KF-, ki R 98 VEGE mRNA )35k, AT 2
EIH N Hep G2 40 MUBT A4 AT (TR o P4 9230 E
SEEARPT R S5 AR Y O 2 3 A PI3K — AKT  CXC 7Y
H1L I T-3Z 44 4 (CXC chemokine receptor —4 , CXCR4 ) FI CXCR
#AL IR 3214 7 (CXC chemokine receptor — 7, CXCR7) f{) i1 &
ik, R 2 B g AT A 7 — 1 (stromal cell — derived fac-
tor —1,SDF - 1) 5/ VEGF &4k, B 11 148 A i A7 538 % 1)
BT TSI AT SMMC — 7721 40 p g ffg 22"

3.7 SHERANAY AU RI, B E S PERR I it
HLH VEGF F1 EGFR {35, HAESE AW EERUN LR, AT
DIRAE S a5 B D RE , A M I /N B Lewis fili i 19 28 K F %
B Bk R I R 2R R 45 25 7 Kout K RUIF
SRS I A PR 2 B, 2 S 2o Ml T A S ST
AR AE AR R E AT, HALHIFT 68 5 VEGF mRNA HlfE H 3K
IR T A DG, BRSO G B I RO T D iR
3.8 HM KA AW WEEE R AT IR A R A0
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STAT3 {5 5@ /-5 VEGF .PDGFA [E - BEFE I P - BHFE
25 S T I A i DR 1 T 9, T 400 2 g ot e
BB RE % 5 AT IS s S0k /0N 40 i g A e Ry pS3 -
SMARL AZNATE5 35, o, p53 L =U0E T SMARL, A Tfi
FRE T pd3, WG Y pS3 I AR HIF — Low Y R A RN i L%
SER T HIF - 1o, AR, p53 — SMART B 458 11 #1/ COX -2
FIZER AN HIF - 1o (8% 2 A0, NTTT N8 VEGF i35k, ;&
TR /N B 5 B B ML A A R . R P A RS R B
AT LR LLE T B bk AN - 2 FH (B - cell lympho-
ma -2 ,Bcl —2)/Bel -2 #1579 ( BCL2 - Associated X, bax) 4}
FM5E 5 08 %5 5 8 40 i HCCLM3 i T, o ml 3l 53 B AIG
MMP -2 il MMP — 9 &3k 55 e 41 HCCLM3 4 fR2% , [
Ao 38 AT #0361 145 B A2 IR 7 VEGF — A (EGF I bFGF 3 ik 2>
MAH A 5 70 WA B oh 2 57 A AP T HepG2 4 Jfd k4,

TR, T 3 A6 P A SR AU 450 AT LA B ) 9 HepG2 21 g
Wiz 28 J05H , LA IS S AN T, LR T 65 T A% 5L SR N
F ¢ —Myc VEGFA MMP -9 FIfgHEIRNE - 35 - MRIER: Sk [H 7
1(twist — related protein 1, TWIST1 ) 25§55 (4 ) Tk H k., ik
AR A B IR A AR H22 /N UM A K Rl 4 A
RORIVE R 588 e H22 JH /D B Sas Jg  BEns T4E K v (in-
terferon — y,IFN —v) | A4/ % -2 (interleukin —2,1L -2) &
i M A PI3K/AKT {553 I 1 380G A ¢, Horp, JBRR35 T
FEILRI 24020 bFGF TGF - B VEGF .p — PI3K J% p — AKT %3k,
FE7R e M X H22 19 /0 B A I 28 A B 2L A il 4B T [R)
B, 5 B R 6F H22 9 /0N BRI A A B A 00 o A
A4 PI3K/AKT {75 538 B 995 kA . SAMERT S 25
WF5E 2 IR TR 52 L B ] A0 7] AR08 1 7 =X 3 B IR CT26
YA 2, AT 2 [ )8 Bax | Caspase -3\ H BEMI X R A5

F 1 @G VEGF HIL L SRR HUNIE KRS Y B4
] Ak KR Al VEGF Jr3{ 1= BH I
HHIK L sophora herb T3 VEGF - A B3l VEGF 5% HHWE [24]
BT BT T8 VEGF TR [25]
R L5 3 T4 VEGF Jilfg [26]
F1ESED, 3 Wi VEGF %3k s (27]
JiE g i [ KLF4 335  3F 1T R4 VEGF (%15 [ (28]
97 Ay FEAIK VEGF B 45 [29]
ik KTHE A TE% 15 VEGFR2, #1i] VEGF & VEGFR2 9% & [30]
FOEN FLE i VEGF {55# 3% T [31]
LR TR WEAL VEGE 1 VEGF (B 124 iE CDI4T BAUGREAT VEGF - A ik B [32]
i I Sanguisorba officinalis I, AR AKT £523 s 25 VEGF g bFGF % 519 ERK Bt [33]
BTk ASEFRS  AZ T VEGF E 1% JiE:] [34]
TP it #f) VEGF - A s [35]
Eigy eyl il iyl VEGF [36]
ABEA R A& 115 VEGF [37]
HEE HE A5 HIF - Lo/ VEGF {55 il 3% s [38]
FWRF AR RRET 33 HIF - 1o REER IR VEGE & 135 IR e [39]
it s 3t MAPK 3 40 VEGF, il VEGF i@ 8% [40-41]
FABATB DTS i VEGFR2 i@k, WEAT VEGF - A W&k il A [42-43]
H% wER wE 5 TLR4 454, T HIF - 1o J VEGF %34 El] [44]
RHEE A HIAEES T3 E iR AKAPL2 5 FE(E VEGF KT HHsE [45]
FHEZ s i AKT {55~ 8 VEGF %% e [46]
SANE PZHATRANN ML Y BACHIF - 1o K VEGF & [1%55 fliEis [47]
HEGEER B FEAL VEGF #i5 Bl (48]
2 EHE ZH B S I NF - kB T VEGF LR e T Noteh #1 HIF - 1 {153k, %6 s, [49-50]
AL L PR AN miR - 29 FA3ET T VEGF %4
5% 115 i VEGF ik s [51]
I3 ZAPETIRAL A4 R BEAE TR 0 HIF - 1o A1 VEGE @B A/ [52]
% P R RRTA FEIL VEGF - A %% BERE [53]
[ JIBH A 115 il VEGFR/ AKT 5 #& S/ [54]
KEE ST RE OREL T 5% 140 SerRS A3k, TR VEGF - A B3, L) Rl W% HIF - Lo =FAVESUIRE AT (55 -56]
mRNA (953K, 1 T VEGF mRNA ()34
B e A 1015 SDF - 14554 VEGF 1k JiFAE [57]
EZies HELM HE 1 VEGF ik Jilisie [58]
PRELR P T4 VEGF mRNA FI& %47k T [iF 4 [59]
KRR EY  EER WERR IS STAT3 f5588%, TR VEGF 4 HpsE [60]
BE B I COX -2 AU HIF - 1o AORERL, AT F M VEGE f9%i% A/t [61]
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