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Abstract

e Neovascular glaucoma (NVG) is a series of blinding
which caused by various
The iris and angle
neovascularization  and membrane  fiber
contraction may eventually lead to progressive elevation
Because of

and intractable eye diseases,
intraocular or extraocular diseases.
vascular

of intraocular pressure and angle closure.
complex etiology, the treatment of NVG is intractable and
inefficient. Based on the articles published in recent
years, we reviewed the progressions of the relevant
cytokines and animal models.
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A LS E YR (neovascular glaucoma, NVG) 2 H T 4%
T HR P SR S S 35 i) — RO A v ™ B0R 19 IR
ST BB AR 8T A 0 R A i A R ) A 4 e 24 AT T fig
SECHEATIEIR TS A A 0GB T e A i

PRIET T B0 WRME FLTr B8N o AR SO I A7 SCikf T
ZER A A PE T CIR IO ARSC AN AR 1~ | Sh Y ok g il —
SRR BT AT LI ; 40 R s S REL ; 44K
R s 27 4 2 I
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I . [ bR

03ls
B A M PE T JEHR (neovascular glaucoma, NVG) f&—

A AT SN 35 78 A 055 R R AR B A M T ORER . R
PRl 2 B A X Rt . | 9% i 5 T AR SM 45, T 4k kT 23k
40 A FPAS RIS | G v 400 o0 52 e i ik BEL 5 11O PR 975 1
T 5 A o5 B TG I B T 70% |, — PR IR Pk ™
HEMIRRE" . HAT, NVG EAR M & HLE A+ 57
AR AR KiE NVG S Rmse R BT — 288 i
1 WA EFRFENEES KR
11 MENEERKEF ARZMEEKETFT, 8N
J2 4 K [HF (vascular endothelial growth factor, VEGF) 7E 8T
A i A E T GIRIE b & ¥ HEAE R, VEGE RIG 4G
VEGF-A,VEGF-B, VEGF-C, VEGF-D, VEGF-E FlJi &
AT 6 Ff, B AT 2o ST 1 SR B 37 1R VEGFR -1,
VEGFR-2, VEGFR-3 ¥ A [A] 19 {5 5 G A8 3 A= 1L A T
B R AR AR AR A 25y RS 5 2
A8 A B A Ak B (P B AN 3 A A RS L A A R R fk
P) P HAT VEGF-A B %1945 VEGF121, VEGF165,
VEGF189, VEGF206, VEGF145, VEGF183, VEGF162 i
VEGF165b8 #1  Hirh VEGF121 Fl VEGF165 i 211

WA, IEH R RS A R ) VEGE, HX T 15 R 8 1% i
fﬁ”d LR AE R AL B Rk B R R AR, (R
VEGF WA T 5 & B B AR 4 . Peer 5 MBI 5E
B, e il B 4 T 5 & VEGE 3 & 38 102 (5 490 19X J R i s
FEARHT A LA, IE AR L IR R R P i — 3K VEGF
mRNA (U4, H VEGF =22 piy W0 9] s e 22 44 i )2 %’za_,
I HL R0 4 2 40 i 24 B T 365 VEGE Ay % 8™
Tripathi 25 HCASHT AR I 48 P 7 B IR | JRU& M T £ R 95 %
HR ( primary open angle glaucoma, POAG) | FH PN i Al fidt 5 A\
5K VEGF By 2, 45 R £ NVG & VEGF 1) &4y
B POAG FlI A N BE R %% VEGF & HHi9 40 F1 113 5, H
HIL VP 240X VEGE BYHE )36 97 259 © 78 Ik IR 45 LAY
H, FZH Pegaptanib ( Macugen ) , Ranibizumab ( Lucentis )
FN Bevacizumab ( Avastin) , Bi & B o 3¢ E FAD i A
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TG RIAIF IR R AR PR B B AR M . — RABFSTUEM
Pt VEGF #HI5tfEN FH T NVG 697, Hoam iz 70 4610 HR i 45
SR IS G A K A 38 B3 s s 2 L R 3 B A S 1A
BRI H: Bevacizumab N JH )32, JE A B Nt
#E LY VEGF #0461 700, F 45 B 8 697, I 4F ok
FH T HR P 45 AL I S Bl i A 595 A NVG R YT

1.2 I/MEEEERKEF  Eitad, AMT—E ARl /MR
A K A F (platelet —derived growth factor, PDGF) Z Ji%
£14% PDGF - A Fl PDGF - B, A =~ %Y B[] I — 5B 1A
(PDGF-AA #1 PDGF-BB) Fl1 55 %K (PDGF-AB) , />
W3 1 5244 PDGFR-o F1 PDGFR-B %54 KIEVEM™ . A
fRiE & B PDGF 5 VEGF A .35 1 [R1EE |t 6B 3% fin i 4
BB Ve N R A A AR K A A9 AR B L Betsholtz
SO TR | AR A i R 2R A g L B A 1M A
TE R, (E 53 A 100 AN 5 ) 400 B om0 2K Tl ) TR, 1
R A K F 2 — 19 PDGF (A 32 78 W B () — ik 45
PDGF-A) f&—F ik K94 2243 24 I, vl 42 1 J) 400 Jifd 1
BE ) DT BE 0 it A ) e P R T A I A5 40 S 1 AN R A
fii Rt 2 BV JE 40 M % PDGE 4 7K S 554 JR 6 P 0
DO S 7 A A5 B T R B AR SR R SOk R
PDGF 7E MR B A PR h A #5355 VEGF % R
FIVERT, SR1XE T PDGF 58 A 1 8 1 & JEHR (NVG) A
SR SCHk A AT R, R P 0 A F ELISA B9 07 i Al
NVG B B /K F3E 85K N VEGF 1 PDGF 1 & 2 & #1..
NVG 41 B3 /K M3 3R % th VEGF #1 PDGF 5 & 1 5 IE 41
X(r=0.305,P=0.025;r=0.303,P=0.026) ; CRVO ZH 3}
R W H VEGF A1 PDGF & & 2L IEM 56 (r=0.503, P =
0.040) ; DR #4153 /K VEGF Fil PDGF & S IEAH K (r=
0.462,P=0.030). VEGF 1 PDGF B & 48k 5 H &
S I R0 A4 i A8 1) 7 R RR A O,

UL A 121 %3 PDGF ZIEI BT 5L PDGF-C™ Al
PDGF-D'"' | Hou %¢'"' &3 PDGF-C 1 FIHL A F1 shRNA
FEIET PDGF-C DI REFIRIAT |, AEAS ik 25400 il 2 1
R AN B e, IF i — 2 K B PDGF -C g i 25 5
PDGFR-a Al Akt, 1845 GSK3B 1) 2% ik FBsme 1k, N A
GSK3 B i sh57 sk & BT B 9% Vi #2 PDGF-C 7637 4k M4
A R BT R FEBIVE R TR 7R PDGF-C 25 1 R P £
PR AR I A A B, A A 9Y & B PDGF -D 789 B 1l
EFRIk LI 0 PDGF-D G230 ) 40 I 5 1 fok 45 FE 397
A I T L, AN PDGF-D 145 GSK3p Al £ i %Y
A8 A R0 1 B 3£ P, BT PDGF-D i 1L /8 40 i 22 5%
PR, ST/ A B A A A — S H AR R
2 FFTi&  PDGF (PDGF-A ,PDGF-B ,PDGF-C #1 PDGF-D) 4
AIRES 5 AR A OB AR e B R ] PDGF #4 n]
HEA NVG A8 IR iE+E
1.3 RE|EEFEESEHF KEFTFHETF( hypoxia — inducible
factor, HIF ) V2 404 T4 W B9 40 i A 20 4L ) it | 2 —Fh 5+
B R SERFEAY A Z A S EKFEER
HIFo ST B TS 2 M i #2378 A HIF -8 SF A 2 A
M S RIEW RS HIF—o 3 B2 30 EAL , 2420 i
B B IAL RS A TE PG, HIF - 535 /R Z %5 s
A (ARNT) R AR, SRR — 45 41 S5 1 s R
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TRAGREVEE S I mRNA 8778 fIK ik, 51 & —
AN TUFESE" WL A Bl i B NVG B & 0 Sl
AR H AT EAR A A AL AN BE 58 4 Al BE L (EL A ) 5 e
M4 G 1S HIF (4 7K S T, HIF B by e i dife 4000 38 19
“RTFIT B — R A 0 A T H T3 VEGF, PDGF -
B,PLGF( J# A4 K [H 1) , SDF - 1 ( 5 5 40 A5 2 K 1) DX
Ko FRA T2 AR F1 ANGPT2 (I8 A2 i 2 2) /K i,
PETT G [ 1 5 1 AR T 2 04 A > 7 T A SR A
P A0 X B 5 T, TR — o 7 S DXL~ 2348 Jon sl el /> ot 4 A=
BB IR T H s, AT LAAE Sk i i P A I S 6 1R O B
%E‘I\J_\:';[ZI,ZZJ .

Farzin S5 7EBRAAT 544 T A 38 RNA (RNAD) S0 il
P (R 2 | e 20 i B9 VEGE Il HIF —o, & 3 VEGF F11
HIF - (1Y) RNAG 34 AT P b 74 7 G 1 400 o) o o | 9%
AR A6 10785 7 18 VEGF [ HIF-o A 22 Wl itk
S50 A 48, Tsunehiko 55 #3719 5% 1T ik 26 85 A= il
/N BB RY  S h m 2F EEE HR PN R A i A ek D =
70% , F-TIF S H w5 2 18 1 0 D HIF (8 2K, B[] s R 6
$& VEGF {553 I i JUAP A2 1 1045 A= A 2k 428 8 00 il 1R
) 5 R Jok 265 B 19 8 A I A, I 48 H A HIF S8 AR
VEGF FEHURIA 7 IR N I A ZUH AL 45 . Divya
EWFFE LTS I HIF fETF VEGF 3 B A6y 7 IR S8 4=
M, B, HIF 24889 JLRR /N2 7 30 i 5 2 9t
E & FIRE B9 R IT , IR E A T IR IR 58 1 By
BEPS BARIAEEAT 56T HIF FH T Sl i 4 00 09 55 0 A0 57
A PR T SRR I RAESY , AR E T I R TR 97 A A9
B IFEESE S IRAT T — 2L BIGIRBE9E .
1.4 BAEAMERKEF EMILW T, 44 A
Kl F (fibrolast growth factor, FGF) FiGREH 22 4548
KB ALK, 93 0 AN TR] B 43 W AT A - 3
o 5L FGF 32 R = B 155 A e R B R
[ AE P2 DIfe . FOF & AR s a8t 4 Fn o fig L i AH
Pt —2 5y A T WK%, 46 FCGF1 W4 % (FGF1 1
FGF2) \FGF4 W% % ( FGF4, FGF5, FGF6 ) %) | FGF
F5S 5RATH B RETE b AT, LS A R 43
HAra ™ KA S2 IR IE B, FGF1 W 5 5 76 1K P9 4P A 5
FUR AR I A A O o 9T A 22 1 A B
L4 A K F (FGF2/bFGF) |, FGF2 38 338 BTG N Kz 48
LR TE A5 AR A B 2R W 2 R A AT A A B A K A
T3 (TKFGFRs) B R £ Bt 25 8 11 2 0% (HSPGs) |, i
LI T Raf/MEK/MAPK 38 5 | 6 5 K] A4 34006 I 02 1F i
B ST FGF2 W id i [ 4 WA 55 4 WAL
Hl#E VEGF/VEGFR R G455 A mE g, £
FPHEWFFE I AT 4 240 i A= K K7 (bFGF) ZEME IR 51 &
B A A 1 T B R AT B L 2 3k, B BRI 5| & 1Y
A A T G R AT B ZH 20 bFGF PHAMEAS 3B B % T8
P P A B S IR ANE 3 % B8 R bFGF 7648 PR 51 & 13T
A I A PE T GHR AT B LR AR

BT, E NN K& FCF 5 4 5 i J R y7 it sE
F5r FGF 41 500 75 R B s 25 9 2 2 A T I R B B
FGF 538 A= 8 1 75 YE IR I 58 /0 (B AR R A1 = 4k 1 45
ARG B AR IS A L SE 5 R B, VEGE Al
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FGF1 7EfE 3 il 3 1 28 oy T A — & M e, W
A NEB PDGF-B I FGF2 DL 1:2 fy it fbIE 48 , FGF2
P 1 45 A M TR PDGF-B A2 B FIFE7 | Castellon
PSR IE VEGF, FGF W %K % . PDGF - B %5 Ifil 4 A= 4 A
TG AR DR R 0 B 742 1) 1l A8 A B T — 2 1Y
PREIFERT . X R R IR FTRE VEGF #1 PDGF 45 Ifil 45 £F
R P A R AR B HIE T FGF, {H FGF RE P [R) 2 Fh
MAEARKHNFLZHEEH,7E NVG Tl k5% R EN
M.
1.5 HE@EKEF [ VEGF,PDGF, HIF F1 FGF 4},
HE 5 MR SCIRAROCH 7 LA & 2 7 i 2 [[]
VEFZ B0C T, Horp A 45 19 5 2 A A= K I (insulin-
like growth factor, IGF— 1 I IGF- 1) H AN FE -6
(interleukin—6,1L-6) JF 40 g 4= 4 [H ¥ ( hepatocyte growth
factor, HGF ) ., ¥% 1k /= & [ ¥ ( transforming growth factor,
TGF) 6.2 [ [ A st 4= A F ( pigment epithelium—derived
factor, PEDF) 454 20 214 4 A - ( connective tissue growth
factor, CTGF) #1 J& i 40 Mg £ 4= [H T - 1 ( stromal — derived
factor—1,SDF-1) 2§,
2 HEME MBS LR YEE

NVG HYIE i — A~ sh & By & 28 Akt /&, 73 Ol
HR AT T AR B35 DG R 0T A P o A0 9 DG IR 00 =30, i
A 1ML48 (iris neovascularization, NVI) BYIE & NVG H Hi
&, BNV AN K i By i 2x ik — 20 A s A G AL 75 TR s
FrErmidk &k NVG, HHET,NVG WF 58 A e @ 2 — & it = 31
AR SR T NVG AR i SCEEAE T NVI A A &Sy,
2.1 {55 NVG ERIEST  JLT NVG B MHLE, H Al
HREAS Y BRI SR 22 00 A PR 00 R 5 ok BEL A 7R W B s A
RSP AR AT B 1 B NVG B
2.1.1 B2BkFEZE 4D, Viedi %5 RO G R FH 28
A G AL D B 73 <2 ek, 28 AR IS 26 Y6 28 1l 4 X 52 (FFA)
TESCER K BH 2E B2y, 5d J5 50% (3/6 ) HR AT 2 5% 2% 1 45
R (IFA) 7R B0 5 4 AL PO 25 I W 2, NVI B
. HAR 3 IRATER 2 ROEEEE, FLIEJE 1 ~ 3d IFA JIESE
NVIJER . Mahmoud 25 76 Fif A FE Al L F SR HOE 6 BEA BH
FEMENR 4 Z 0I5y S ik, 7d i TFA GIESE 8 BRI B %
ST NV B S A — R R R AT K
BRARIE A NV & A R R 4k & NVG B TR I B¢
A, ELONVIFR EE AT 0 58 1M 4 36 52 07 5 20 OV sE . (HLH
TENWRIEATRR W58 o FHAL b 5t AR MERFEA G RIS
2. 1.2 HEERS®  Alan 2525 T 45 i 2 1 b B 3wk
PSRN E R AR BN SA RS ZRNiETT
NVIFY AR A ML i AT B 2 LR BSOS 1R A 2570 5
A AR 1 AR S 5 th NV (ER A B v 8 R A
WS IE AT, A HRIEWE IR R B T MR R
BACHCAS 3 F1AR, 2 — 25 R A PR R LR ik R Ak i
H 155 100% ¥E IR HEPE R B F9 1 (H H 4 CLEA 23 H]
KAT) HE 61 ~ 82wk B 100% 5 S IR I AL I 55 2% | 25
FRBRAFIE L UE— 45 & R S NVGH™ | 1M 1Y i SR ff B
i B NVG H 800 [a) i, R B B0 i 19 4 B &
i, H AR I8 % FH A AR MERFEARAISE
2.1.3 RBTTERIM  Tawara % I FLREHE I A J6E 25 B 2

G BB EIR Sl bk , AR5 55 9d 285627 b folt B 4G A% 0T i
/NG ) PRBE A I AE RS 14d 36 A4 4 21 2 1 5 2H 2 BH
FED5 A, AE A0 I R ik 2 R R e I A 4 2= A8 b Ho e Ay
VEGF mRNA =31k, iE S5 7 30 NVI AT 5 15 &R
25, ENAEHRE B R RRE LT N AMNUKENL,
RSG5 3d 4G R A 8, 56 7d A s i it R
MAETE (IFA) BonB s 5, K H VEGF By i &= ik
Bt A 0L T B T e I R, NV SRR ) %7
2 0k PRI AE T IR A0 LT AR A0 00 )3t 2 LR PR L AR
Jei A I MR T 4L B A, 43 R T B NV i
IS IRIR) Iz RS IR (R E ik 4, HAT
T8 HZ05 e 0 9 oK & PR R T, S R 1 NV
WAIFRETEENVG AR,

2.1.4 HERE B Lk HMEST NVG BRLE Jr ik
AN AT IRIE T I U0 M K BUAT SRDR AR J7 B A S R 43 e IR
IR ARG, RSG5 4d ZEBUTR A & B0 T A sh ) A i i
Yo PR AR I L 5 7d NVI A B 0& , %07 EE B
VML AN KIS RE | T B2 ft PR B J5 ) 45 ol 200 A % IH
HFHEL T NVI, B NRE R IE A Rl A M, H
TEULEE NV F [ B 7™ 285 W ) R o O 2 K L8 A [) , 45 A
HHTEL S NVG A R IEEEAE

2 P TR A5 4 (1 [ JAT e i 9 e 2 B, 40 B A < A
s PRAAR T2 AR PR DR 400 T 5 A £ 3 A NV B 1
ik 42.4% ,[E NG S35 2R AL H) 57 NV BERL
Leonard S5 78 R (4 3L A 1) A8 IR S 7 it R A 38 355 1Ak D)
BRIDEA P B 43 S K R AR RS 1 ~ Twk S8 BAT
Koy &3 12/14 BRI NVIL,8/14 HR & A= i AN B 4 ~
12wk T JEGHE A= 10045 1070 %A R B AR sh W ok IR AN 2
BRI (AR 52 2 RBIFOE 8 B S B0 8 I K 8ok A
HOARMERS EIHE)

2.2 R 3k NVG #EREIRE

2.2.1 KRB K E SCHRIER , & Fhai i R 7 0
J& VEGF TEH A M EHOEIR I b 445 2 X E %
BOVERT . TS, 42 Michael 45 m) 465 HR 3% 3542 Y
HES VEGF165, 28 TFA S 7 vl 7= A M BT 2B 145 9 & 8
NVG'™'  Oshima 25" BFFAERH T 4516, R 12 Rl
TEFRIEHEAE K W A3 3] T —B0A AT {H i T VEGF (4=
Py2f e, B A B A Tt LB RRLE 4 ~ 60 BT
DIMELABR PR EE A R MR B | 5 28 3% L BRI 30 A AT
S NVG B8 1l VEGF HUE A B A% LA B 52, xE LA AT
KBEA TS , H 255 HBIR R IT KhE , AE %W 7 i Sl
b R BRI — AR R G R AR K R T A R
PERZ TR,

UEAFE A Sampaio 455 7 G 3 B R i P 1 5 AN T
FIEFLEE LAF (AR rp 48 B R 9 BEAIE 14F 1 57 149 A )
B KARL (PLGA ) |, JINAZS FHALFE R X R 2wk Jo 12 5 %
LS 8 499 AR ) T, 240 I 508 D' 3% I A i R 2+ R
THAME, eI B LR B Paula 25 o [R)RE 0
T AR R T I BES AE P VE 53 7 LAF /9 PLGA 4wk J5 BIF
AT R BT B S0 A B ok R B AR i A T AR
TR AR R B A K R il AR K PR R R ik 4
FETEA R N, fr e T AR K B -2 S e 1 m)
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2. 2.2 AHEBAKRER A REHGERY, A4 H Ao
HATREE = 4R 4540 1 27 4 35 11 22 AR, 2 0] A= Wy I it 1
KL SRR PGS AT AR 40 1 8 145 25 1) 1 G e 4
PRI 2 R HGE AR MR MUK R R VEGE,
PEFES T A RO AR BET4R S I ) & 11 RS A AT 4
BABRAIE AR S VECF #2JIRE , AUER T VEGF ££
KW B A%, ELREAE AR B I 2%, VEGF #4521 2
A O 8 T W AR 252 5 M L, A5 ] P R A% A2 )
VR, MR TSR NVI R NVG SR R 28 Bk R
BAE RN T 17 AT R R B AT R L B —
S (i) T AR A= N )R B A A — R LA B
A —ERHTBERPRACE , FAT, A R A e TR
RGURIAE R 5 NVG B B B 58 08 , (1% 05 B0
AR R R A 205 3 0T BRI, AR AE AT 5
fift R LgE SRR B AL 8 AL, %07 Bl B R R
JERT

25 LTIk B AR A VT G IR R T S A BT AR I
A DT 2 LA AL AR e 2 AT PT REFE Jlove LA 42 o 4 s TR
P R R BT . FRTIG RYG YT I RS — e, BT
RO AHSC AR A 70 58 A WA, — J7 T A B T3
ITE WY NVG & 2% B9 Ak AL, 0 NVG i RIR 7 35 5E Jk
filh 5 5 — 7 10 AN [) 48 410 o S A= i A8 Al 2 PR R R
NVG 6T HY— A8 J5 1), H AT T A7 K i VEGE #1157 76
NVG 67 UG R4 ROCR B4l , 22 40 1 5 B9 0F 52
VAR S I 2 I SR U o HR SR A 1 NVG HT AR
LA 4 7R B TR HAT 25, R A B BEAR R DGR T
AR SRS R AT REVE T A B T PR R E L 17
R, NVG Sl 8 il 45 77 12 B9 A W ek gk | T R i 4
Oy AP ERORAE NV BB (i 13, 308 1 15 e Al
TR AR S 2% S T A M 28 AR R R D R TR R )
17 SR IRA R T VR R e NVG A
MR THBIB B, BARIZI A MR TRRER B, =
Mg bR B AR A E B AL, HBCA NVI R B 23 2055 14
WLEETGERL AL BEAT e D R e K% S R WL B¢ 1] [E] B NV G 5 A
BRI ZEaE | (H 53T A W) 2 BORAAAE B R i =3
], FATARE LT MG ISR NVG R, Sy AT T B
A LA PETT IR A S LR S af 7 SR A A i 21
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