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Abstract

* Retina and choroid neovascularization( NV) may induce
vitreous hemorrhage, subretinal hemorrhage and
tractional retinal detachment and usually result in poor
vision. It is often seen in the eyes with age-related
macular degeneration ( AMD ), diabetic retinopathy
(DR), retinal vein occlusions (RVO) and retinopathy of
prematurity ( ROP). At present, drugs of NV mainly
target the different phases of the angiogenesis and
suppress its growth. We discusse the present anti-
neovascular drugs which are used on clinic or under the
clinicaltrial.
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R IO PSR fk 245 BB A= I PT 5 | & B 8 A o ot PP B
I 25 PR I RIS 25 45 ) DA T A 35 SR IR A 7, ik S A8
WL T B B AR M (age related macular degeneration,
AMD) i PR 75 ¥ 99 595 2% ( diabetic retinopathy, DR)  #i
[ LS Jk BEL2E ( retinal vein occlusions, RVO) . F-7= JLAL M
JiR I A% ( retinopathy of prematurity, ROP) ZENR IR . 24T,
HYNAEYTHT A L (neovscularization , NV ) EEZEF X NV
RN R Y B AR, A SRR T HETE H T
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R IO PSR fk 245 R B 1l 7 A= K W] 51k — R A IR
Ve g A Y 2 N e (1N (T R | =R A A )
JIGR 15 A6 3o e A i AR IR T X AR R DL T
AMD,DR,RVO,ROP S5 R K, B mriRBHAYF H A M4
(NV)IITEA - (1) FARIGYT BRI BR TR 5 (2) 3
JEIRYT IO BEIR T 6 8l 11 %R Y7 ( photodynamic
therapy, PDT) | ZfL if& #4597 ¥ (transpupillary thermother-
apy, TTT) ; (3) BT MR S BURTARTT 555 (4) 259
IRIT  23iE R BB XT NV A2 A ] i Be i o He A
KM AT FEIHE T H AT E A T R AR AT I R
IR AR IR NV 19259
1 EREEBEHERE

BTNV Az 55 A ¥ 3R a0 a2l 28 6 A4 1 76 66 ) A i
I P R 200 S 14 B AT RS 8T I A il A v S 20 i
25, LNV A RAEER F2A =K MR L
A A A e
1.1 fREE 44 8 (triamcinolone acetonide, TA) J&
— T B AR b o B PR A SR
MEEFEAY AL (4 22 | 7 D (retinal pigment epitheli-
al, RPE) b F BN HURZS T I, TA REFEAR I P A2 A=
A F (vascular endothelial growth factor, VEGF) fJ ik,
MR EIHT NV FEH? o A SER AR R B s A s N
St TA BEAT M NV (R BRI T TA 7EHT
NV EAEZ/EN . BHHilER EXFTA iz HE N
BMIRYT AR BN G R YT, IR A PDT, oK, A 4B A
NGB A TES TA nl B8 PDT 677 AMD f 56 B iR
7, AT LA D PDT (IR 7 IR BCLA B d i3 g7 &%, BRG A
FYI B EE T TA VRN —Fh 2R IR ECR | BRI PDT IRYT
Je W ARAE K3 RN, 5 PDT 642 5 0 77 1 B A D[R]
PEFIY ., BIF9E & B, Bk B2 UIA IT 10 B0 R ) 3%
AREEET 7, PDT BK43 TA 367 L] PDT IR 77, IR
PDT {77 (8] B B 18] 4 HLC G 3R 7 5 A &5 T 00 7 42
BT BRI B E A B VR ST TA B RUF R A E . K&
19% ~43% W B FE 5 TA J5 1 ~3mo WHREF &, Hop
REA 3% W92 HR AN BE H 245 W 45 1l T o5 EEAT 056
RFARN . —LEAE KA BETE TA FEHIG La, BT ARIRIE
Je BRI B MR IR M TR AT N AR, o
FR 171 000 B8 BLRGMERR I 48 A 1 e T30 259
I A ARG PR IR PN 4R SR A T s HE B2 45 i S BB
ARG A L 0 ) R R T B 22 U i i i 2 2 |
AR 20mg VEFH R0 445 6 ~ 9mo, Q1L I 4mg
KK 2 ~4dmo,,
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1.2 ZERMIZ ATt 2 BB 25 nl fth 2 —Fh 0 NV 2R i
B ERT Y H e A HAT JE B B s, AR
Yyt JCEIAE 0l B AR 1 HIR PN T e LA AR P P i
BIRUS" e AA  & & R 3 i A AR K SR
K B S TCM R, A SR R, 78 AMD B3R
I, CERFIZS At 15mg BRI 18 53 20 45 22 5 41 4
R ZATUA N B E A Gt Bl Hom a8 & 5 ¢
FRIZFE AR NV AR KT = 0 PR R LU K
KR T £ el fih 5 PDT J897 AMD &4t 54
S, &R R BT 4% ] Al 2 A1 PDT 43R 97 5 AL i 2 /s
F AT A 45% F149% | A B Geit ek
S AEPRULRERR & B A R A
1.3 MER MEMNE PSR E, hfan
B4 P 2R BRI MG | HLAT 70 P e Bk 4 ) NV R 1
fER . ERTLADH] VEGF 5 ik 4%, RN VEGEF 1
A REAMZEE, IE T FBOR A ST A9 R B NV AR
BRI NV BRAE T AT R, A e nT i 22 2
RIS N 40 B A 384 A5 RN A | SR 1T X A 1% 4 I 489
R AN A I B ROVEHTC L 2SR Sz e A £
e JHEA AR AL D BRIk 28 RS- NV I AR . E R
4 B d A B HEAYY AMD BR Y CNV IE 72 3E4T — I R
R
2 HiME RN R EKEFHEELGY

AR P AR A 3 S 8 (i VEGF 72 2E NV B S 3 14 78 |
HHIHT NV B R 259 E 2250 VEGF, A EI 6l NV
TE R H
2.1 Pegaptanib  Pegaptanib ( Macugen ) J& — Fff KX 7 F
VEGF #iil57), ST BE I, & ol Fr 5 45 & VEGF 11
— PRV BI——VEGF,  , B 11 & 15 40 i 3 1 19 s2 IR 45 4
%245 B 2 A{E 2004 4E 15 3] FDA AGE, 1 TR 97 AMD,
VEGF /25200 NV A KA S8 B 1) VEGE R4 WA,
SRR NV JE R AR H bR, Z O iFsR B UESE T
Macugen J4¥7 AMD A%, VISION 56" i B 3 5% 4 s
P TEST Macugen 55 1 4EREI/ 24 509% (& O H £ 4
BITHIER 2 R R 1% . Cunningham 45 ()38 5
7, B DRI A 95 28 2 i Macugen 1897 G0 13 &,
HHK A B, HoRZ) 50% 72 B E AN T AT
WOGIRYT . GAHZZRATT 1a 5 2a MR F LA S E0
B e R A SRR NN SR A TSI e Wl & A <]
FENY 59 A R PR B B A B P T B Macugen RE 1
NV AR (ARSI 1E 5 A8 09 42 1, M FE AR 5 VEGFRI
B Fe FBL EEN— A S 2R 2 5P 1) VEGF 17
g4y TRIAH ) T B R A BE A 0 i R R . B R
T G R AR PR AL R 3 5 R
S BS503R /N FEER R T S R 9T RO A R
Wi A R A A S e 5 S VEGF #ii
HIFIASERRIMERY . B iRk Z B0 R A (376 77 57
R BEEE R NI 5 Pegaptanib & 6wk 1 1K, 0. 3mg/IK, 3t
48wk ,9 K.,
2.2 Ranibizumab Ranibizumab ( Lucentis ) F&—Fh A IR 4
VEGF-A $itfk Fab KBz, O A% 2] T FDA TAIE, HREZS & Fr
IS X VEGE-A (2 45 H A3 Ho: #0519 B A 7=
Y1) B 1EEA15 VEGFR-1 & VEGFR-2 454, i /> IfiL
P 7 2 60 5 L R ARG I A S L ) NV AR, Lu-
centis FJ& VEGF-A 9 #1171, JF A 0 B 45 19 VEGF
VEGF-A #iA A& NV A B A 818 T —— I 45 A6 B
TS LI A 38 P B i FEELJH 1 7, B8 5 AMD &

902

H CNV 2 JR 2 FI0HE PR 6 4L 0 s A5 FB 3 8 IR 40 K i
(cystoid macular edema, CME) & 4= 4 5, Lucentis H
FHPUR Fe B BE, BT LA AT LS /0 HR 38 48 0 S B 1Y %
He 126 . MARINA iESZ T Lucentis A] LIFAE AMD B3 19 5
Ay, Horp oy B A T B, I 5 T L 46
/NPT ANCHOR'™' , FOCUS™ it IR 1L B8 IA M Lucentis BE
4 PDTIAYY AMD HHR Y CNV [t PDT BG4 BEHI A
%, Chun 2" ARIGTEA T Lucentis X34 774 bR s 4L 1)
JIES A5 B8 B A AT 20, FRE B A B4 v L v R 08 oo
JEJE R, 5 Macugen AH L, Lucentis B LL$2 =5 58 & A1
I, AR UR B PR EA T, HETR ZER B E AR
T 70 5 A B B R N 1 B Lucentis, 1 ¥/mo, 0. Smg/iX ,
4t 24mo,

2.3 Bevacizumab  Bevacizumab ( avastin ) 7&— Fh REZ45 &
B 1SR 0H VEGEF-A IR 2 K e BE BT , 2004
M FDA #UHEF FIRIT R4S B . e )
ZHTIRIT CNV, AR SR, 286 avastin {39712
P AMD, % 2wk f#HH 1 K, BRI Sme/ke, FE B 1 . OCT
RIS 1 5 45 A A G it 243 L B &t i
o, R E B E A MRS RN, 55— 58 %f
E I CNV i AMD IR 79 R | 3% 38 4R i N 1 41 avastin
(1.25mg)4 ~ 8wk J& , & 302 3 0 1 $ vy, o X A0 90 s J 2
BEREAR , BRI R R A IR a4 SRl s ™ . 3%
BRSNS avastin B4 2H /D CNV, Foe H 2412
TR A A WA HRGE O BRI N TEST avastin
Xif—2E Macugen G377 80K 22 0 3 AT — E AURICR
HEAEFRAFST W7 avastin X408 BTG BIVE AR, CNV X
B N ERZ AR T RE nI S B — e R AR
2.4VEGF TRAP T & A VEGFRI My Bk 11 X 4544
3.2 Fl VEGFR2 W e Bk 8 1 IX 45448, 3 A5 2N 1gGFe
F B AT RS2 5 VEGE B2 F S A8 Y &5, il 45518
KRG AL B A ) VEGE 78U DL K AH 56 A9 148 2F i
HF, 45T /N 4 B ok SR8 VEGE TRAP a #1j il 14
JEFIBRZE BB NV A KA BT, Nguyen 21 X 21
A CNV 19 AMD [BHERZS T VEGF TRAP 7| 543 41 5 5
RRE N TEST 6wk J& , BB I AR IE P34 5 4. 43
ARy AR SRR 13,5 4, 0CT Bon-F-X e #i M
JEJELJE R [ 104, 5Spum, 9% 6 3 5% 45 5 8 m i 1 4L
CNV %615 i 10 i LB @ 0d 2 PRAL IR N 33 4 VEGF
Trap 57250 = Bl RIS E £ HEA T

2.5 RNA F#ZzZ54 RNA T30 ( RNAL) tFR¥E 5 5 &t
RITERAE T, &A1 {6 440 B PN 4 B 11 5 AR 45 {8 RNA ( mR-
NA) FARRE A , AT BE W2 85 1 i 2B 90 A i, Sima-027
SR8 RNA, BRI LA R 3 VEGFR-1 (19335 i />
VEGF /S0 NV AL, H AT E 89— W K L 563497
1M AMD 1E7E #3847, Bevasiranib ( Cands 1 ALN-VEGO1 )
JE—FMERT VEGF-A & BUS BRI T8 RNA, EX A
M VEGF A JC/EH , 5 AT VEGF J3Y7 4N Lucentis
HAAYREER,

2.6 sFlt-1 (soluble Fms-like tyrosine kinase 1)  sFli-1
YR VEGFRL, —F A8 (1 VEGF #5415/, 5 VEGF
FARESER Sy, AT ABH IE VEGF 5 HOF % 12k 45 4
oA R ) Fe A A R, 2E— L sk id vh ik B e
FEH S AR TTERE sFl-1 S AN IEA T NV Y
ER™ .

2.7 EBEE TINEREVEhaE s w a4 —F
Ga eI TP ECRIAIT . 2002 4F, Guba %' JRIE T
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T35 BUAR N T8 1A 55 R G A R 30 i) g 2k R A i A 4 il
BNV BT AT BE 5 A% VEGF #9775 2 & B 2 41 41
1A N K 4 EXT VEGE IS N A G . 2004 4 | Dejne-
ka 51 FEASRY/INE A B SRR A S, & B0 R0 A
k25 A NV T B[R] 2 B30
3BELFITERFHEEAEY

PEDF J& K AR AU I 45 A B R 1, B e 1 5 145 10
BAE X 2 R m A IR PE RN 5, W, VEGF , FGF, PDGF
IL-8 . HAEHLE AR 3E NV P 2 40 j 09 08 7 AT 5 1
NV Rk, i NV B, SCEER], CNV 35 B S AR
A PEDF AYAIXT T AR A BT R ks
W5 R, PEDF HA HT K 2% AL B NV I94ERT . 2
PEDF $T NV F4E FH 2 70 12 M4 14 %), K551 5 19 PEDF A
PIMEHE NV A K, 7E30OBIE S 09 CNV BLRL IG5 &= 1
PEDF (90 pg/mL) i a5 K7 F 038 8 41 0T LAk /> CNV 19 %
A AH ) (360pe/mL) B A CNV g & AR
PEDF #il IE 76 s 2GE F2 HH A NV A9 IR AN IR B AR
B A TE ., AAPEDF J2& LU IR W 7% 8 35K 4 4 1Y
PEDF, 3 B R N 73 41 5 PEDF fEFFE2 501, 3 Fa E A AE T
BEHESIR N, AAPEDF A ¥7 2 AMD — i1l K L 56 B
%&[4647} .
4 BEREEEAEMNHIF

LI NV R B0 14 5 P AV APt I 7 366 P
Je) 240 B4R U ) B P A A PR R 4 3 e o A R
B G2, A SR ARA AR B, TE AR NV 25 iZR
T SRR 2 MMPs FI3E 5 42 s 45 1 it 20 2030 i 50
(tissue inhibitor of metalloproteinases, TIMPs) [ 43 Al 1%
A, MMPs Fl TIMPs 2 [8] - # i A& NV 72 AE pd &
R, VEGF 38 £ ifn 4 7 ¥ L40 M b /9 VEGFR 3
MMPs , MMPs 38 123 [ i 40 il 40 58 o R 0 22 1) VEGE, iX
— IERU AL BE NV 9T L, TIMPs A 41| MMPs
TGP, T AT 0] PN R 20 2 5 S 0 A IR, 4l
IR PRI 2R b 20 rp i B 63k Y TIMPs A
M CNV IR
5 {5 S 18 B 7
5.1 PKC412 PKC412 2—Fh R AG /N T 6 2 R
BRI BESS A ML PN VEGE 52 1A (7% g 1% P X I, 3 4+
RELLE 32 44 % i £k, J ] 7 = 1 T8 G %) 3% e, o0 ol e ol N
VEGF {5520 156 )2 . PKC412 WIMEFHAS B AT e 0 R
{6 VEGFR-2 EAE , B4 F T HoAth 1 2 IR i il , Horp—
SN AR I, A RS R B, 141 (50E IR 9 B BEK
Ji ) B AR T 2500 )5, e B DX A0 P B JEE . R o
ERAR T I JeH 0 4 B FH 2577 50 0 I DR BR 1 1k
2 TE AR I
5.2 Ruboxistaurin  Ruboxistaurin & —Ff' [T A 1) PKC-B
BOEREE RN HI R, 24 5 MBI, PKC-B 7676 38 2 45 b 1%
VEGF B4 , 3 A PRIR 4% R 489+ & AE Wl REE . — 0%
XF 29 AN B A s A A T R PR s 400 TN S A B 2 A i PR
TIGEE A B, T 0T LA 5 BE 5 | 10 DX AT B[]
SH L NV BIRSY
5.3 Vatalanib  Vatalanib ( PTK787/ZK 222584 ) & — fif
VEGFR 5% 22 B2 8 it 41 o1 77) , 3 2k #0 i) = FF VEGF 3Z 4411
1% G2 BRI 15 1 BHLIE VEGF IS S5 S . Ik IE iz 2wt
FHFS0 6 b 49 28 K, A7 5288 4 Vatalanib FE 5 A SRR
5 0 0 R AR 1) /0N BB 3 1A s P, 45 2R B, T A 40
microM F /N B NV A5 50 A [0 JEE S e 1 4 b A4 B I
b RS Vatalanib T BE R A 1A T B A PR R I AR

W PDR,RVO 45— BBt .
6 RE

25 ERNA 325 RIS R Z BT NV 25884 B 78
BHIE NV 9% J, AT LU NV 2547 (HARE iU NV
IR . X TR NV R AT PDT, TTT, OWOEEE A
7 AR A SO, HAT— 28225 )1 PDT BRE TA,
PDT BK 55T VEGF 28259, i izt FI HIAS [R] 9 25 9 4 AL
i, XS NV AR BN R B B, AE A A BR NV _E U
BAF G PRYT R0 R 7R B A7 1 AT R 2 A 7 10 )
FIPKZEIE NV 1) — B R i A2
S 3Lk
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