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[ Abstract] Neovascular eye diseases, with highly complicated and refractory, are one group of the most
difficult problems for domestic and overseas clinical oculists in recent years. Angiogenesis is a complex process
participating with multiple factors and various ways, and its exact pathogenesis is unclear yet. Ocular
neovascularization is the dynamic balance result between proangiogenic factors and antiangiogenic factors provided that
intraocular microenvironment be under a physiological condition. Some pathological factors including ischemia, hypoxia
and inflammation destroy the dynamic balance between cytokines leading to neovascularization. Currently studies
indicated that numerous cytokines containing vascular endothelial growth factor ( VEGF) and pigment epithelium
derived factor ( PEDF) are closely linked to ocular neovascularization, while it is more crucial to elucidate the
molecular mechanism of numerous cytokines involved in ocular neovascularization, which can recognize the
pathogenesis of neovascular eye disease more clearly. Research progress of pathological relevant cytokines of
neovascular eye diseases,including VEGF , insulin-like growth factor 1 (IGF-1) ,angiogenin-2 ( Ang-2) ,stromal cell
derived factor 1 (SDF-1) and PEDF were reviewed in this paper.
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BOAE M PR IR W R N AR ROBE R W R R e AR
( proliferative diabetic retinopathy, PDR) | 4F #& #H 56 1 & B 45 %
(age-related macular degeneration, AMD ) | ¥ [ & & ik FH 28
(retinal vein occlusion, RVO) %7 4= Ifil 5% 7 75 J% B ( neovascular
glaucoma, NVG ) F1 F. 7= JL #L B BE %5 28 ( retinopathy of

prematurity, ROP) & 52055 , )& B 1 FRERISUE R 2 )5 N .
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(vascular endothelial growth factor, VEGF) |Jji [ ZAE 2k K [H -1
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(insulin-like growth factor 1,IGF-1) | Ifil % 4= Jif, 2 -2 ( angiopoietin-2
Ang-2) HE T 40 M £ A= B F-1 ( stromal cell-derived factor 1, SDF-
1) 8% F iz fi7 4 T (pigment epithelium-derived factor, PEDF)
25 550 A A M TR R A DG A0 B TR A I O 0 R IR T 4R A

1 VEGF

VEGF J& B mi#IF 52 i A AE F di 0 due 7 8 1 02 07 A8 10 48 2R
S 40 Bt IR T Z — o Napoleone Ferrara K o [ A & 56 7 1989
A DA 2 7 AR 308 9 UK A0 A A 055 3R 9 R 4 S AR A LA Rl
PN R AN LA 22 3 B 1 — P BT, AR G LT R I R
%3 VEGF , HJ& — A X 43 53 4t 20 5 48 000 F [m] 2 — 544
W' . VEGF 4» T R AL VEGF-A VEGF-B. Jif 2k K
A F (placenta growth factor, PLGF)  VEGF-C VEGF-D VEGF-E
N VEGF-F, Hor VEGF-A J2& £ i 7 A= 1 8 P B 95 93 305 782 i
SRELNIE R, A2 VEGF-A o 45 6 ff 3 % 7 45 {k (VEGF121 ,
VEGF145 .VEGF165 .VEGF183 \VEGF189 \VEGF206) i 8 Fj X
TR, VEGF165 FEK AN 3k B 3= 5, 2 ML 45 A= )8 A 3 5 1k
s e A T A BURATT, MLRBE % 1 B (retinal
pigment epithelium , RPE) 4fl fg . ifiL 5 P B2 40 A . i 40 i pft 28 1
JR AN Miiller 20 f 0 #2852 A 55 35 7T 7 A AR K OF 1Y
VEGF, £ #/K V-1 VEGF 2 25 4t K¢ 1l 4 XT3 % 5 57 9 BT By b
it R 37 M 9 4 P A L ) JIEE Il R G IR K T . VEGE 3%
f& ( VEGF receptors, VEGFR ) F % U 4 VEGFR-1 ( fms-
liketyrosine kinase 1, Flt-1 ), VEGFR-2 ( kinase insert domain-
containing receptor, KDR) A1 VEGFR-3 ( Flt-4 ). %4 K #f 4
VEGFR-2 {77 TR N L4 N B2 40 i B, & VEGE & ¥4 4: W) 244
R EEZEK . Y VEGF 52k RIS &5, 72 4% S W
SR BEER AL | 32 5 I8 0 Ve KA 5 T B A i AR O RS SR
WEES

MEWFFELE AR, VEGE 5 Z Bl P Ak il 48 1 95 03 &
PR DA . AL SN BE 5T 4R R, B L BE IR 4 A
VEGF634C/G B X 22 35 1 nl Hy i & ROP Ay XUBS; . Abu EI-Asrar
R g 45 R 4R, PDR B BRI A TG B O 1Y
VEGF HLA7 W56 PE . Ko 451 S0 42 M, £y IS5 28 i 5 T
5 VEGF #% 5 Jo 8 A 3K 2 EAH G, 0l VEGE AJ LLBH 1 £ A
B RS B9 . Noma 457 B 5 AR 2 W1, A 3SR I J1E 4 S
ik BH. 2E ( branch retinal vein occlusion, BRVO) # % i 57 4 1 & 19
K5 VEGF S UM . Zhang 45 g0 45 R % B, 2 i T A
2 F BRI S i A3 RPE-19 240 I RE K AU i ik 79 ¢ 240
M2 ( human umbilical vein endothelial cells, HUVECs) Hf VEGF/
PEDF mRNA 3% 35 L fi >f {2 iff 1 £ AMD 35 2 % CNV {1y
B

VEGF 7 ik IR #8385 25 1 45 A= 1Y B AL i 5 % 58 42 W
VEARRBFFEAED , VEGE 2 ML T ILA RS 5 20 R
PEIR R 9 & 96 1 B ofr s (1) VEGF-A A] DL 8 3% 43 W & 42 i 0
L5 Y Rz 40 ff 26 35 25 TR 42 )@ & M ¥ ( matrix metalloproteinases ,
MMPs) . Ifil 3 PR U6 T8 20 23 700 & 125 16 D 3800 0 R 1 3 T D 0K
T YA 50 -1 55 18 5 40 i b 55 B (extra-cellular matrix, ECM)

F W b BT LR AT AR A A P (2) 3 5 3% 1k 3 9 4
S A T 66 % 0% T L E-3-49C B ( phosphatidylinositol-3-
kinase,PI3K) / Akt {55 3 42, 5 BOH R WA B A= 1008 T8 1L 43
TAESE 5 (3) 40 M 2% 1 B 43 11 (intercellular adhesion
molecule-1,ICAM-1) 345 . 20 i 5 B 2 1l 45 2F B 1 HiT 32, ICAM-1
X 44 CDS4 58 J 1 N B2 200 0 3505 6 948 200 M o 88 i 1% 400 Jfd ¢
T 25 11, VEGF e 3 b 98] M 48 P B2 200 i 2 T2 B 0 T i 3Rk
AR HE 1 20 B G B G A8 R A S S S, N T UL B U L SR
P L T R, 2 B AN [ B A i RO R AR 5 (4)
U5 P R AL 4 A VA S A A TR R R TR T R Y 3
T4 i B A A 8 8 R T A 48 S (endothelial progenitor
cells, EPCs) ¥ At . VEGF i i 4 J T EPCs SR 1Y 2 Fh Z {k
VEGFRI Fil VEGFR2 55 EPCs 3§ 4= ({835 R 73 7 1 R0k s [A]
B, VEGF s ] 38 1 5 5 36k 1L PR 4k — [ s 4 i 4 9% R 8% P
TR BEROR 38 AF o WM R VEGF J5 , 3 3 3l 5§ th
EPCs SCBL08 3 EPCs 4§ 1, Jf {2 3 Ay I8 o 47 28 i 4 2 5
(5) e bR s 5 301 W] 3 B — W 1 JBE e R e S, A0 5 P9 B A i
¥ KDR A -1 32 44, 5 385010 5 P Bz 40 1 A=, 35 5 400 T
AT A 5 (6) 0 4 F1EE C (protein kinase C,PKC) i&
2. PKC Z 5N RZ LM Mt #2 . 16 Ly PKC 5 Bl &
R UG T 10 J) 40 L A1 i T 1 VA AR RO P B 0 S e af
VM 0 T B A 408 T 40 I A1 TR RO R A o A 2
(7) P45 ¥ Ak 4 K ] F-B (transforming growth factor-p, TGF-B)
WAt TGF-B jl i Smad H H & 12 M Pk 22 ¢ 5t 2 1 B
(mitogen-activated protein kinase, MAPK ) 3% 72 & 4 VA 15 40 il 4
K Al i A A A W AR . VEGE il i 4 5 TGF-B 3
T T 3G AR A0 K XS VEGF &5 P 7~ SO 1t K A 1 179 12 4 i 1
A RO, 2 5 R R A A T (8) TE AL e S T kB
(nuclear factor-kappa B, NF-kB) i& 1%, deNiro AU py e gt 2
B, GRS VEGE {2 3EHL 19 B8 8 A= 1 48 T8 1 5l 3 300
NF-kB, $2 5 H DNA 45 & 2, JE 17 % n SDF-1 ., & 16 B 7 5 1k
CXCR4 o VB3 .a5SB1 M £L 40 il A1 i R Fl MMP-O 2542 1L JB i
PA 7 1 2 3k ok S B

2 IGF-1

DT A, TGF-1 5 2 IR P57 A= 1l 48 PR 55 , 45 70 2
ROP [ JE B % V) AH G, 08 35 b ¥ IGF-1 £ Wy JHF Ak 43 i, 5
IGF %5 & % [ ( insulin-like growth factor binding proteins,
IGFBPs) 254 il ad [ 430 5% 43 Wb s 9 43 4 77 sAE TR 2
il 46 i S LAY TGF-1 524K, R4 e A 22 a0 3 AU e fie itk A
WAERKSER., EF%EF A RNA BEEF 5 AR UE W 1E# R0
o e A s IGE-1 B RE . WF5E R B, IGF-1 R 5|2 £ it |
LT HRE Ik 245 8 <5 3 oz I 409 A, 5 009 SRV T AR 1 TR L, 2
e AR 29 2 I A P IR A AN N T —

AT BT K B, IGF-1 FE @ DL &2 25 5 A4 1%
BT - (1) 320 1A B 40 O 0 0 T, 5 2 1 B 4 A 08 2 oAk, 12
PEIR BT A L TR . I IR B S R B L IGF-1 5 4 J 4 i I
IGF-1 Z k454, 51 H B BB ik, #i% PI3K/ Akt {5 5 3d %,



. 638 - ARSI IR B4R AR 2018 4 8 H %6 36 %55 8 )] Chin J Exp Ophthalmol, August 2018 ,Vol. 36, No. 8

N Rz 2 LR 0 2 5 B0 A i AF T BGE AR R T (2) JA
WA VEGF 13746 A 18 . BI{E K F TGF-1 24§ VEGF
Wi MAPK A1 Ak 3l B 7 1500 I B 2 il 8 Jr b 75 1), BEAIK K
Py IGF-1 v B 1k VEGF 37§ MAPK F1 Akt il j% , tb o R
VEGF 77 75t 7 G A a0k 37 2 i 4 2 K™ 0 BLAT S 90 BF 9 0iE
W1, IGF-1 Al 5@ s 42 A RPE 41 i o it 44015 5 I F -1« (hypoxia
inducible factor-1oe, HIF-1a) 25 [ 1) 2155 VEGF [y % ik,
T AR 32 o BV BT AR A R R . (3) SR 40 ML IR BE & A
IGF-1 5 JE 4 g I TGF-1 32 {45 4 w] B0 el 240 M - 4% 333 1 Ak
T PR PH S -3l T o A A A B TR SR PRI, A A M P
BTRUR T £, M 40 0 P8 T, B AR A IR om0
(4) i MMP-2 3& b 45 . 40 Ml 3E B A1 ECM ) 1 9 J2 s #E
AR LY B G TR . MMPs, JE HE MMP-2 #iI MMP-9 4
INHZ5E)X 3 B, 5 ROP fl PDR & % YA . IGF-1
fedl ot o2 B BR & 19 (alpha-2-macroglobulin, «2M ) /LRP1 & 12
VE AL A MMP-2 (97& s, AT SE W Al i SR SR B8, 2
T T A A 0 % 2R 0 (5) IR B 3R R G I AR . TE B
PRI F B BE R BEARAS R, IGF-1 4 (57 400 IR 6K A i D il =) 3 2%
TR T L A O SR A ) e G R o, R TS 4 4 4 1
Yyge , NI @ S A R T P B2 40 A% 3l i 1B B8, o sk B i
P B O T R A Y A Je

3 Ang-2

Ang A5 T 5 145 N B2 40 I Tie 32 (R4 S MR 45 G 10— K
FARMAE M Fo Ang RIFAEYFEM EZE 4 F ik
(Ang-1 Ang-2 Ang-3 J Ang-4) FlI 2 Fft li% 2 R B4 15 52 1K ( Tiel J¢
Tie2) 20 )8/ Ang-Tie 5, Hh Ang-1 1 Ang-2 5 1 4% 2F % 56
FEY), Tie2 Jy Ang-1 Fl Ang-2 (L[] 2k, ik K5 Tiel
AR A A B A, LG ) A il A S Tie2 (45 A ok B W (5 5
S MR RE KR (B )  VEGE 25 4k 1) 40 fd /- K& T2
N T Ang-2 Rik, Ang-l H5HERYEZ K Tie2 255 )5 , &
Tie2 Z A&, T 5 38 33 #06 & 19 ¥4 fif B ( protein kinase B, PKB)/
Akt {5530 B 00 3 1k, 18 107 % 45 46 R 09 R 40 R AR E L B 4R i oA
T A I T A Y A A T 4 0 A B 4
TR AW RAEFB &R . Ang2 1 Ang-1 ) K 4K
YR T, W35 Pk 5 Tie2 254, MBI HAS S £ S LR HE
Prp e ™. Ang/Tie G, 5 B E Ang-2 5 M Py A4 i A5 1
AMD ROP NV G 435 45 4 o B2k B iot R s 0 A 5677

BEEE BTN R, Ang2 T2 5 VEGF By [F) 4 3k IR P33 25 i
B, AN REIh ST & HE A A A B PE T . 24 VEGF R
JEAT, Ang-2 JE A Ang-1 f Il A AR GE VR T, 51 04 P9 B 40
Fe g T, e 0 R AR AR AL, T 24 A SR 2 Y VEGE B, — 4% ] dh []
R B I BT AR RO BT FE R W, Ang-2 i W] LU i AR &
BZEHA MK (1) MM N &S, Ang2 o] 3%
GePE M Ang-1 5 Tie-2 254, 0 1fn B 024, W A P9 R 4 il 5%
JRCHEE A2 0 P B 40 ML o 2 2 K R RS AT B IR B 0098 T 1
AR S TR REAS 2 WF SN S Ang-2 BELIR I 41 F&1 20 a5 1)
AR AR AR, S Em R R IER A, w2

b ot B A= s BT A 0, DA AR 8 A I B A B . Park
BRI — B R T Ang2 WIS R 3B E T A
JHLYE T R T A0 RS AR R P BT 2 o A5 A= ok i DR
P HE R (2) B TS O 40 U TS R AR R B BR B T LB
Ang-2 B 53% , Ang-2 o] LIS EE % 4 R aVB5/GSK-3B/B-catenin
AR B0 R Y i A0 A OR T B 5 R Y I 9B T, AT i
DR HEFE" L DL WSS R W, Ang-2 2 A 1M A T i 9
S 5% o B MBI IR YT P A TSR KA BT Ang-
2 5471 VEGF 1597 BORGE Ik T 80 —y7 3k, W AR A 55 — > A B 1
PRI PR 138 4330 A= I 4 1 IR 995 , 4 ) 2 1B 4% AMID R 3 B — )
P VEGE 573k 5 B G 1 25 ol 4 43R B 2 B4, m] g X 2K 4R
FIAN S Ang-2 /KPR 00 T HL VEGF i7" ™. Mz #EH
HI B LA VEGF 3697 Jy I B HUBT A= 1045 T8 By E il |, B X5
Ang/Tie F 45 FF & W HUHT A 148 76 97 05 sCAR 46 1 58 o 9 s 1 it
PIIRARIERS

4 SDF-1

SDF-1 J& F ¥tk H F K B 5t 2 — , FR T B 41 g A= 4 il
# K F (Pre-B-cell growth stimulating factor, PBSF) 5§ CXCL12,
SR T S AR R R B 1 5 R B A i A T AR A DA G R T 2
—o WFSTUEHA SDF-1 [y i i 56 o 40 i 7= A=, |32 &k F FFHE .
IR TR N eI IR I = N T SN I 73 SN L8N T
JIN I A 22 ol ] 2 e A IR S ST 440 R RR ) 1, 3 I R 4%
I %35, SDF-1 4344 SDF-1a .SDF-18 F1 SDF-1vy 3 4
WH, HoH SDF-1y B 4E 48 R 48 3k, SDF-1 Z (K 45
CXCR4 il CXCR7,SDF-1/CXCR4 J% SDF-1/CXCR7 44 7£ 5
SR AR & IR AR R R RE S T S P Dl
W B — 1 R Y B T P e ) 32 i R A R | K % BB R Il A A
SRl e ()

H AT KRR T 45 2 W1, SDF-1 J2 HR P9 A= 1 45 1 2 96 &
EMEES S, RS U LB, 75/ RUA S S M
955 745 5 0 Hpt SDF-1 T A 346 90 IO S50 24 i A 3 . Yang 451
WA R AR, 55 AL 7% A8 4 11 B1 (high-mobility group box-1,
HMGBL) /Toll #£5Z {4 4 ( Toll-like receptor 4, TLR4) {5 S & 2 1%
PRAR 38 145 P B2 A 400 i 5 R T L A e 2 il A e R e, T —
FEFRE b AE L b SDF-1 #e kB . Cai 2577 JR & 9L,
A2 32 o T RO /) BRI A 9 R T AR AN I B ik S 5 )
CNV & Je i # v, J& 3l 3 1 5% SDF-1 5 VEGF 7€ RPE 41 i
FIRIIN

WEAE B 5T by, R P 3 2 I 38 0 T A = B 0l o ¢ i A A
B 7=, B8 I0LE N R A B3 AE GERS A4k, 3 TR BE 4
MM, 1 SDF-1/CXCR4 3 i —Fh“ 4 kA" 1y X 5
55 MR R AR 5 AT B, B SDF-1 /] LU JF dy -1 B 1 il T 40
(hematopoietic stem cells, HSCs ) 434k 111 >k 149 Il % P Bz 71T 4% 2 g
T S 3 J5) 0 e 101 i E BR AL, HL SDF-1 5 3 389 58 41 ffg 18] 2 i 43 7
M3k , (i EPCs FifiF SDF-1 () i B 3 Jin i 3 42, I J5 A3 434 B
DY B A0 B, T B B A0 B R SR 5 A B AL BUR A B AN LA 2 g
LR S BB 5 Carmeliet 4 38 ik SDF-1 2 15 3
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AL T AR B A S, — J7 T, SDF-1 €4k | 3l 5 il Aif 44 4
Ji % A 30 0 A5 A B AL 5 o5 — J7 1D, SDF-1 R] LU i 1 45 38 A= &
A3 L f i A8 PR B i 1l 0 08 1) S, e TR LB AR I
AR SDF-1 B AH OC B 5 UE BH JL 34 v 58 3 DL T #L 5 5
MR P A= 8 7 A= - (1) {23 VEGF i 3R3A 3 175 58T 4= 1l
B IY . CXCR4/SDF-1 Bl S Ak ¥ 09 85 8 1k, 51 &
VEGF mRNA FI4E H Y 35, AT # VEGF £ 5 19 1fi & 19
Az kO VEGE #1 SDF-1/CXCR4 il B A 5% i, 41 % iF 7] 35 4%
WSEAE IR B, E BB R A TR R R B (2) BRI
JRI B % B2 ) oceludin {19 3¢ 1k, B4 i A% (8]0 i P 0% 3R
I -+ BB B, [ B F A TCAM-1 3R 5k, fff EPCs 54 3] 5t ifn
BT AL g b AR I R A T OB N B i R RS
SDF-1 i S5 42 900 9 e B2 T e I 440 b A Sy o 2 i 78 1 S48
T AR 3 00 0 5 65 R JS 2L 480 39 74 oL 4 19 B B (3) SDF-
la-RAC {55 3% 4%, 2R P2 EPCs H §i 2 ‘?ﬂﬁmﬁimﬁﬁ
Héﬁfw’ai_t YR, H S 5 B = T, E T b Al AR
2L AR W J5 In) o Rac J2& 9 757 20 B A% M 19 o0 1
%‘ — o VB4 Rho LN 43 F JF 5, Rac /2 Wi 4 20 i 15 2212 3
FICHE E . THALRY Rac 3l #F — 20 B0 AR G 19 2000 45 45 1
AT F . %?Bﬁﬁﬂﬂ%&#.%ﬂ fg ik SDF-1a % 1k, W5 &
Rac JE it SDF-la-Rac {5 5 ik 12, i — 25 W 47 EPCs th ¥, 2 5
Wk AR

5 PEDF

PEDF it #] & i Kawaguchi 25"/ £ 1989 4 )\ i JL RPE 4t
Ji0 K5 3% W 43 B9 24K T oK , PEDF J8 F 22 %0 W2 25 () I 70 741 77
P K A% 43 F 5 R 50 000, 2 R4S B 418 A~ %( 2k 1% 4% 2k 41
I AR L ETAS B TR 50 At 43 7, G o] - 2R A L 0 R
ik 2 S T A 09 2R G S M PEDF B BB AR LA AR
B MR E SR AR PR N SRR R . ERIL R E B
B PEDF F= 224 v Fe3A 72 L I I 1) RPE 410 i L 52 4 i 25 BE 40
Jit i 7Y 20 B SR A A s 7E R B Y B Z ) RPE 41 M A B
F2 RPN Rz 40 BREAR A G 5 3 R AN L P A% T2 A1 S 1 2K OF- 4
Jif % R B4 B A 0 £ PEDF 35

HETWF5E Ny PEDF 2 d5 5 9 P 305 1 R 350 37 A= ot A8 410 )
W2 —  HPTRE 2 A B 3 8 K S5 HR PN C Il 78 3 A 4 2L
WA R EEE . Fu 2 RS IE S, PEDF 83 25 S
L5 DAY R 200 08 T 3 A 40 o A LA B A 5 Park 45T R Y
B2 , PEDF (1) 52 B 2% 15 1T L 30 1 380 6 75 5 1) A= I A5 A48 280 vh
A0, D0 8 8 RE RIUHE A I A5 T . AN, #E — I 9T N8R R L
42 J& VEGF 5 PEDF A5 fL T ROP 3555 7] RE o i il 4 v & #,
ROP 4 VEGF JKF-78 Az J5 35 d P9 3& i i, T IE 5 % B 40
VEGF 7K M H5 25 b #1515 % X BB 41 PEDF /K -7 4R 5
€t m . PEDF/VEGF LW {E 75 ROP 413§ A JL4) 46 U & i &
— AU, B JE HLB(H R 22 T B 5 IE B X B4 PEDF/VEGF H{H
TEREA RGO B R e L AL B BT B W, PEDF W B
1E BR PN AR E AR I TR B, D A R AR I M IR e R AR
T R AR,

WeAE W5 R W], PEDF S 42 H008T 28 L8 T8 A W AR i &2
BRI LU 2 8RR RN AR (1) $0 VEGF 2 5 423
AT R E ST . OMH MAPK J#As 1 1% 5% St VEGF
PRI 540+ ERK1/2 (B R AL , 2 35 30 007 26 il 4 T8 AR
Mo @@t il Janus ¥ 2/1f5 5 S T MRS T3
(Janus kinase 2/signal transducer and activator of transcription 3,
JAK2/STAT3) (5 5 B2 &Ik VEGF ik, s £ W, VEGF N
JAK2/STAT3 {55 N ifif #8255 Y, 22 fi it 8 92 1l I - o] DA s
W IR IE R %lﬁ VEGF {3835, 1l PEDF JUJ AT ) 3 45 44 410 1
R A AR VEGF 3R 25 AT & 445 40 1 45 2k 1 T 1l 19 1
JAEO () BT A A AR T, D4 TR B R
[ %Z ¥ (laminin receptor, LR) /p38/PPAR-y {i& PN i 40 Jifg 7 1= ik
&, PEDF 5 LR 255 ¥i% p38 {55, 1LY p38 53 HUVECs
b2k PPAR-y 3R 15, A5 15 & pS3 R ik fELWﬁ*HﬂH@YFJ
TP @Al PEDF S U454 A i NF-«B 3 1 5 5
PN F FasL B335, 3R Fas/FasL {55 38 B, BOS HOBF Bt
KA 8 PATAE 5, A oy % A0 g A 2 )RR AR ZE 1
B N R AN aE 2 LN . PEDF 4§ 53 1 Hb 55 P9 Bz 40 i v
F-ATP G B B WL 45 &, 5 80 F -ATP & 835 shw >, #
rfnl‘“ﬁlj\])iéﬂélﬂﬂffﬂ ATP 6™ DL EBFSE LT PEDF AT L)

T 25 il (5 0 A2 0 RO A 10 A TR Ao

BT RS R W], PEDF 763 A= 1L 48 PE B R I I 2 5
By . (1) PEDF A] LLE S 30 pS3 ZoAr (4 B £ M i 55 fb
HA B AT T 0 A B AN T U T R IR R, DT SE 2 R O 95 9 1)

21 (2)PEDF u L F & PDR #7555k ot MMP2/9 i) K -,
2 4 M A1 R R A B 1A B A £ 3l (3)PEDF
'ﬁ Wnt/B -catenin il B P OCHEZ (R ) LRP6 454 M %5 5
Lﬁ:’%f%ﬁéliﬂjlr&ﬁ/ﬁix_*i*‘ ¢ VEGF J MMPs J7 513 #y 4
Fe AN MR IE RS MR

6 HitSHENEERFEZBEXHARETF

WFFE W, IR 7 HIF-To TNF-o IL-1 %5 200 ffg 5 7t 55 07 2
A4 IR 4 0 5 D AR 56 o BT AR 7 A 0, N S 0 s 3 2
A5 B T B 5 BRI A R 200 A 08 2 R I R 4 e 2 AT S i )
R0 SE AR TR g A W TE IR S B R S L 4
2 0 35 A 9 [R) BN B AR R OG B i CD39 A CD73 Rk W @
AR e P S T U R AT B 4R 4L P i
LA A Bz 400 0484 2 0 A O A I A R B & . VEGE 21t
T A L P IR K B A R T, T Gk ok 4 2 4 op OE S
HIF-1o R WE 30 A 4 VEGF W i 3R , 3F BL7E A2 R 84
PR 1 % B HIF-1a 5 VEGF 25 DR i % it f2 rp 17,
H 2545 50 HIF-1o/ VEGF 38 7 00 AT LA ) fe 48035 5 159 WL 10

TR B A o 53 A, AE 48 4k 40 TR 5 R O 2 I
KRG B ST Bt % B TNF-o F1 TL-1 %5 5 397 A= 1f 4% 7 HR 95 1Y
KBRS % . Blasiak %' {9 BF 0 W AR R, TNF-a 15 387 2 1
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