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[ Abstract] Exudative age-related macular degeneration (AMD) is the leading cause of central vision loss in
elderly population,and its primary pathological mechanism is the formation of choroidal neovascularization (CNV).
Recently,it is found that the balance of angiogenesis and antiangiogenic factors plays an important role in the
formation of CNV, and the main factors are vascular endothelial growth factor ( VEGF) and pigment epithelium-
derived factor ( PEDF ). The targeting therapy for these cytokines provides a new approach to the treatment of
exudative AMD. Anti-VEGF therapy is of great effect on controlling CNV and improving visual acuity in exudative
AMD patients. The purpose of this review was to summarize current advance in the study of cytokines associated with
the pathogenesis of exudative AMD and its targeting therapy.
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meE W &K + ( vascular endothelial growth factor,
VEGF) fig 8 A o 2 14538 35 R 7, 1989 48 % BTG B A 1A A 20
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ANHL VEGF 25 9 UR 4t J2 4, & J& 16 # ¥ VEGF $5 471 , fiE
454y VEGF-A165 JH: S A A, 3740 ) JL 3% o5, BLA% JL 5 VEGF
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FDA LW T35 4 AMD 3897 I 259 . 2 Bl oR BF 55 45
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VEGF %1k 1 ( VEGFR-1) il VEGFR-2 41 iy #} X K &5 43 5 IgG Fe
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BEAG A VEGF 9 T A 0 8, 5 32 0K 19 3 F g 42 3 Bk SR 40
TG R G 56 CLEAR-IT 2 B 55 45 S 4 H, BT 41 74 3% fiE 9%
GG A AMD Rl CNV B 3 10 00 9 K 2L g bl
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2011 4EA4E 35 [ BT, 78 b HEA UG PR B 30 B B . 5% —
HiE [ FEAER B BT VEGE 254 J FEAITE 3%, 0 %44 T 3 T
T J7 B 2540 7> T AT A5 VEGF 25451 R VEGF-A
AR 6 AT, i RE RS 45 & VEGF-B, VEGF-C, VEGF-D il Jfi
A KT AR 2L ) VEGF 35 S 0 I 48 1 Bz 40 0 i 344 24
i B 25 9 H 5

PEAE SR 38 e AMD 25 W) i BF % % 5 T 32 5 A IE K 25
Ji T EEXE VEGE {5 5 4% 33l B A £ A~ 1F 76 BF 5¢ v (%) 75 F
A ALTE AT S 40 4N VEGF (1925 %) AGN 150998/MPO112, %
254 B TR IO B R 1 T A R, 5 R R SR 4
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it , IR It il 20 TR S 410 AP0 A T A St VEGE 259, H Wi IEAE
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AR A R i B R bR T VEGF JK Y- T 1 %2 51k 1
B AN, & R AT 4 T (pigment epithelium-derived factor,
PEDF) 5 VEGF K V-5 i to 2 & 2 4E J1] . £ BUIRZAS F, PEDF
1 WL (5 3% | B2 (retinal pigment epithelium , RPE ) 4 Jig 73 1 ,
AR N B A A R R AR R X — R
AT DA TR S FREFI 38 B AR 1) T Il 1 5 X S8 B L PEDF 3£ 3k 45
A EERR, REHLE R RN, 5IE W R AMD
AR RPE 41 il fl Bruch [ b PEDF f) %5 36 M 8 5 f%" 7 .
X TTEGE S8 M AMD RS T i) PEDF 73 W Fe I,
B i 2R BUAE 55, VEGE /K F- iR, 380 CNV i FR A I 1
Ko BEFEREI,E LT AMD 82 55Kt VEGF K PEDF /K-
EWw L, TR S VEGE K- B S PEDF iy £t 52 5% 18 15 A 0% , T
WO R N 19 5 BR B PUR b5 7K VEGF (PEDF 9 T R i & 5
HEREA A O R R MIE Y, BRTE A % % A PEDF X
LA A 0 ) 2 B R, BRIV IR A o) 3B A L A JE R, T R
B2 T R LA I JC A% , PEDF B3 45 5 S 470 3 28 1 45 16 97
PO T A 3G VR R TR BURE AL AR LA b IR 3 O 4 A
PEDF 1 It 2 2 BE G M CNV & e . ik PEDF i fit
i g AR 25 ) AAGVPEDF. 11D g i i & HR Jmy 3 7 A — 8 it 1)
PEDF , HIT I R I35 4 11,28 4135 th M AMD 2835 008 14 71 7Y
YRR S — i RS 3 A T R A kL TR
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FF 40 i A= K [ T (hepatocyte growth factor, HGF ) J2& £F 14 i
JE AT A2 1 22 K, T BT A0 7 A, 32 SR I P R A LA AR S
B Hu % OG5 K LAY Bruch % 5 CNV
P4, KB HGE /) mRNA FIEE /K AR RN 5 RIS 2 T50
H A B2 7] 0L HGF AR IR T BOE 5 0 30 0z, th i 4278
HGF " RETE 5 CNV & il — @ /EJH . HGF wl {fi f 5T fk 40
MAT AR 1Y VEGF ki hn , 76 1l % £ i #2 b 5 VEGF H. P3[R
VEFH (LA 2 5 I N e R 46 1 F HGF d a4l VEGF'™,
H T 4% 0 HGF 9 0 e BT 1R (12G7) |, & Re % 78 14 51 1
il HGF 55 59 A= Wk iz , I BA7 H0 Mg 48 1T, (B Al i 58 B 0
B AMD 5t HGF 254,
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i /INBR AT A= A K IR T (platelet-derived growth factor, PDGF)
FEIEH AR BRSNS AR T /N P, 24 100 1 A e 7 6 Y I
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7E 35 M AMD [0 06 By B 32 32 VEGF 215 CNV [T, — A
A LA TR JRUS L P 2 40 6 B O 6 43 908 EL i R 7 LA
R R I BE AN 434k, G B e 7 1 40 g DR PDGF-B.
Jo 42 BE Y & BL, 4y CNV KL op 5] i 40 ] VEGEF-A 0
PDGF-BA 8l BT VEGF-A T fi i 37 /5 1 4 %% A iR Ak .

HT VEGF TR YT i J5) B PE 3 B4 T 0 ¥ K 00 28 45 397 4 1l 4%
R LR A5, T BT PDGF 38 97 44 45 il L% P X A ) 8, ¢
PDGF i f& E10030 ( fovista) A 544 5 40 I 5 37 A 1M 45 41 41 5%
BT VEGF Y397 0 Ho & /5 il . Fovista 54 VEGF 245 4y 1%
ERT7 B P AMD 5 T PR 50 1 78 3017 R, & KA1 1%
B AR K B AR M A CNV R RICR . Al §F X PDGF
KR L [ V4 7 25 W0 45 0 PDGF-D {9 A B 5 B 4t 1K CRO02 1)
Je 47t PDGF 24k o MHLIK 363 FLL B W A 47T H O 3k 51 6 CNV
WA ST o BFFE R VEGF-trap 1 #543 B 4 R W G 4 ) 700 vl 41
i PDGF'™" {5 H Hif % JC 5l T PDGF-B {92549,
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JET 4 40 i A2 1K KL F 2 (fibroblast growth factor-2 , FGF-2) J&
B &S5 A 7, ML PN B 40 MG 02T 48 40 i F RPE 44 Jifg
sy g AT ) B A AR R Y . FGF-2 Bl fR AR R RE 5
A2 CNV {H A 45 Miiller 40 ffg 5> i VEGF F1 HGF Jf {2 #F 41 iy
A AR CNV TG A I R0 21 B A . Stahl %0 15
RSN RPE S 1 145 A R B 1 b A8 DU AR SR Bt Fi g FGF-2 4t
PR A8 HT a5 A VR T, B0 8 B0 T IR 2 S 18 8 40 00 11 10
B A P 39 A T I S DU B A% R B 4 4 AR R SEAENR YT
CNV B}, 5t VEGF Bt 4T FGF-2 0] LI 3| Y3 [6] /£ . FGF-2 {5
SR RGMAE AL A 2%, W N 2 R A i AT 0 AR AR
L EMSCHRIROE o TR B TR R | MAFREL.
FE R 4 )8 & [ -2 ( matrix metalloproteinase 2, MMP-2 ) 44 23 411 i
FI LK DL AR B 2y Al R B FCF-2 By 44 T, 1 FGF PATT ST
Pt g FoF AL R
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98 2R %8 T o ( tumor necrosis factor-o, TNF-a ) J2 [y B
1% — 5L 6 40 L G 8 1) A1 8 P 00 L TR <, G 32 Ak T 00 IR0 R ik 4%
JRE XA 23k, bk 46 IR 1.4\ RPE F1 Miller 41 i 55, R J fo 9%
HAE Y X F AR YIBR Y AMD M35 (1 CNV #EATHE , &
B A I8 388 2 3 R X B TNF-o 2 6 5 B, Cao %5 R B 5
JRURS: B (5 R g AMD B JE B i TNF-o 7KOF 2 35 3 5, 148
78 TNF-o 5 CNV JE il 19 28 S JL I &

H AP TNF-o 259 F 24 A, —Fh e 5 5 M B W7 TNF-o
19N B R BB 5 B B R 0 R AT, BB AE 5 TNF 2 &0 4
S A 5 — R A AT M R R LA R RIS i AE
4 T MRS BT TNF-o, H RT3 23K FDA HE#E B TI897 384
DR G 28 PR R0 o IF 5% 3 6 X A8 3 T Dk 0 A 9k R R B bR
ST R DG 9Y R I kBB s AMD B % 1 CNV A JiF 4%
il ph RS E R A 2L 5 P AMD LCNV (53 TNF-ot
SR MEIR T o /N BRI T P BRI B AR T A 0 ) R 9 R A

BT AR P FT LG/ CNV AR R K0 it o P 2 1 48
CNV ik K™ . Theodossiadis 4™ i 8 1 3 41 5 3 {4 i 1
HF0.05 ml SEFANH HHLINIATT B HHE AMD {55 ], {H— 350
¥t AMD 1 CNV A8 B 05 A i 1 S5 58 5 1 26 4 B 5 9
4 /N A SR B L P AT P A D 24 A
27 R SE SR H TR ST AMD IR AL TRR N B

7 Ht3 5344 AMD £FHARETF

Bk FGF-2 4b ,RPE 21 g 43 i 1 o) — T B 40 i B+ R 4% e A
K HF B (transforming growth factor-g,TGF-B), TGF-B F E 4
54 M A A BT R, B A8 R R A= 1 A S8 L, R CNV
HIET 44k, 75 CNV (R 1 B ZEAE T . A FFE & B AMD &
FHIRW R TGF F ™ R AT eSS AMD i % k.
5 Z KA K AT (insulin-like growth factor, IGF) J& i 4 K i) £
Ik, 7E RPE 4iifiti 7 IGF REA OG5 B3 1~ , i VEGF By 43 M3 fm ,
SHOHE MBI

8 INEERE

B AMD 1R AL A 25 & 2%, CNV JB B AUA 1
AR AR IR R R NS 5. CNV & JRTT L4y b b
I BRI AR AL 55 2 B B, AN B B3R R 8] 1 i i R 5
5o HEGA N R ELZM CNV K%K 4 VEGF fil PEDF, H7E
9 kb Jm T B4 K P RN 3 T A R X B 81 5 - A 2 R iGNV iE g
MEEREZE, Rtz 4, HGF PDGF-B FGF-2 TNF-o ,MMPs %
Z R A0 B o B R e 2 5 CNV B i,

B AMD B R, B R TSR 800 X RR T O
R B8 G LA B 5 19 K T, F 22 58 3E 1 B0 R B 1 T B AMD
P T B AN VA T U, BHL R CNV3E R 9 X 76 97 B 90 8 R T
FEXT LA 1 185 22 20 if PR 1 R 1] A T AR TR B SR, G P
B)Z Y|Pl VEGF 397, Hui 23k S F 8 A m g ik
AMD H 3 42 32 T Bk SpT sl DU SR BT IR T IS HE CNV 9 A2 15 3
T IFEM AR, HokE DX S5 AMD [ 48 i A
T HATHE N IRA AT, G 7 TBOM S 2 M1k .
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