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[ Abstract] As the newest anti-vascular endothelial grown factor (VEGF) drug, alfibercept binds to all forms
of VEGF-A, VEGF-B, and PIGF. So far, intravitreal injection of alfibercept has already been used to treat certain
opthalmological diseases, such as neovascular age-related macular degeneration, polypoidal choroidal vasculopathy,
central retinal vascular occlusion,diabetic macular edema, corneal neovascular,and retinopathy of prematurity. In this
article, we contrasted alfibercept to the other anti-VEGF drugs, conducted a review of the recent research progress of

alfibercept in opthalmological diseases and introduced the questions which still need to be solved and the probably

research direction of alfibercept in the future.
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Alfibercept X #% VEGF trap , & — Filt 5¢ 4> A5 vk 0 & 41 fib &
B, RS VEGF-A F1 VEGF-B 1y it 43 W7 %4 L K JiG 4k 4 K A
F (placental growth factor, PIGF) #1455, Alfibercept # I\ &
16 H R BT A B 45 P A K ] F (vascular endothelial growth
factor, VEGF ) 24 4y th H. 45 Bt #& VEGF 3¢ 1 Jy 19 25 4"
Alfibercept F 2011 4F 11 [ 18 H #36 H FDA it F T 3 55 1k
JEE TR S IR 9T 0T A= 1008 4R I AT DG M B B A8 1 (neovascular age-
related macular degeneration, NAMD) , 1}y Trap K ji% i) — Bt ,
Alfibercept H. A #fi #i . 9 %2 F0 BH W7 35 28 20 Jf A 7 09 4 .
Alfibercept ff:Jy— B VEGF 254 , i I T34 77— Se i i, b
o N T IR B 0 B VR T o T B B AR S 1 8 Y Alfibercept
FU G Bk TR 5 19 Alfibercept FLAG T w5 (20 B, B2 W2 v il
JIF A B, LA P 3 A 3 S R A B

1 Alfibercept 5 E 31 VEGF Z54 LL BB 45 &
VEGF J&—# 2 53 4: &8 s 2y 5, B gl
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TS (7 G S 1A T OB R AR R A AT . VEGF K3
$& VEGF-A . VEGF-B, VEGF-C, VEGF-D L) J& PIGF, #
VEGF-A 7E1E % MR K& R G DL K A il 48 4 b R Gk ) &
B IF RIS TE A HE A R BUR A5 R R AE I A A R e
PEERY . BRI 29 B R VEGF 78 £ R IR 35 % 1t %
A UK R R AR L 5T VEGE 2597 1 H 30 3 26 2 055 19 7R
SFHE THMSE, VEGF-A 4§ VEGF,,, .VEGF,,, .VEGF,, .
VEGF,,, .VEGF , % VEGF,, 6 F W #™  H b VEGF,, &
VEGF-A W % W, H # B2 W7 . Pegaptanib J& 5 i 4 3% [
FDA It W il 7 ih 97 NAMD 19 25 ¥, JL a8 4% 5 # b &5 &
VEGF, i, Bevacizumab Jj&—FhREFI 43 VEGF-A i B 25 4 1y 4
KT B B, B AT A FDA HE fE B T 45 B IR T .
Ranibizumab & 4 & Bevacizumab [ [5] — B {4 fif 7= 24 () Fab H-
B, B 5 VEGF-A Wy3E M) 58, JFF 2006 44 FDA Ht it H +
Bl I 4K i 7 519597 NAMD! | 5 Ranibizumab fl Bevacizumab
A, Alfibercept BE % 5 VEGF-A I VEGF-B (% iF 4 7 % L) %
PIGF fHZ5 & ; M4, &5 VEGF 35 M1 J) Kd {625 0.5 pmol/L,
B 7E {5 e B B 3 4 b Ranibizumab il Bevacizumab 5 VEGF
FHRILE 4 )7, Alfibercept (9 M1 43 F BT ik b 115 000, 41
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F Bevacizumab (148 000) 1 Ranibizumab (48 000) ZZ [a] , H 3§
T PRI N SE I 29 7.1 G R A PR B D ATk 2.5 T
X BERE A5 Alfibercept 4 BT ¥ 15 1 1E I B ] B AT 4 45 24
i i ) B 7 A B R L B R O B Alfibercept J5 79 d,
M5 VEGF [y Ry A TE 445 30 d BEARTRL o 4 B K70 it
F Alfibercept [N R 5 R 4 B8 2 8 1L e K 6 1 IR 5 T 3% 38 1Ak
TES Alfibercept BN BN H5 /0, 4 97 45 I8 5 1L 30 3844 MR JF
BRI b R RS Ammar 25U A SR Y
ZFh A 35 IR A0 B (A58 /0N 5% I 40 L | s 2 4 200 i B AL 9 e
F LA ) 5 R BE B9 Alfibercept (fz i ¥ S 91 mg/mL) H&
[FWEH 24 h J5 7 il 40 B 3% J5 JF #6497 40 M 3H 40, R BOR
Alfibercept %F A MR 4l fd 3 T84 4E o 53 4 — 3044 S0 41 fifd 2¢
FEF W] Alfibercept X B 2215 41 M CHE I B8 €8 3 | 1 41 i S
BRI 32 2% 40 i 3 b R I RS 40 A 2 TG AT o B vk 4 RO
Alfibercep B #5 %% Ranibizumab {i§ , H 45 2% [8] % %X Ranibizumab
K oA B e H

2 Alfibercept ZIRFIRBHF AR KR

2.1 NAMD

NAMD X FR{ZME AMD, 2 REOh Z 4 AN (KT 40 )
MR g B BRI 22— TR 5 A K % B I A P K
R A 0 5 R AL T ELRB SR AR 0 B R I e R R R
JR I TR] o 336 867 Az 1L 48 10y o i 98 O TS SO ) Yk Ak
get o R T AL A A A PR OF R B {0 VEGE 2 B
SEAEFL R AR R R R R AR Ak, A A T
PIGF 0375 2 ) 9 % v ik 5 47 By 37 2 i 45 0996 W2 o B Al
NAMD %% FIBIIR 07 75 ¥ 0 Bl B8 0K JE T8 5 Bt VEGF 254,
Ranibizumab FI Bevacizumab, {H J& 7% 1F & & 45 25 19 In] 1,
Alfibercept BE#5 4 245 & PIGF FF B AR 4 2yl b ™0

Lanzetta %"/ [8] B 43 BT 2008 4 LK # F i VEGF 254
WRIT NAMD [y 3C ik, 8 & Ho 3% 55 0k % 1 4 Alfibercept
2.0 mg/2 4~ H , Ranibizumab 0.5 mg/ H , Bevacizumab 1.25 mg/ H ,
Ranibizumab 0.5 mg/3 4~ A , Bevacizumab 1.25 mg/3 > H % £
Fea2ior 2,5 M T LT 4518 (1) 5 )] 4 Ranibizumab 3§
Bevacizumab X NAMD HJy Flfg )2 25 b B9S840 T4 3 4]
B9 25 2 I 1), RIS % 25 24596 97 AR 4 5 (2) 4 L Ranibizamab, 7
$f Bevacizumab f£7E 58 2 (1 5 2 B A RN, 3X 5 45 245 1 [H]
[ B - JC B R G 16 5 (3) B 2 A T 4 Alfibercept 5 4 JT 3 4
Ranibizumab [, G 25)5 13 D 2 AWML SREE S 3R
WA e T 2 5, B0 Alfibercept 23 25 51K W] & /0 F
Ranibizumab, HAWHFTE M £7 R W43 5 T Alfibercept Y47 2 I
AL T Ranibizumab , fF2 A7 380 VSR s R A
B SE A ARG DA S B 2 45 2 RAFAT I, 5 — TR
BRI PSR 1T 4F Alfibercept 3547 NAMD, RIVAT 77 5 % ik
4. 00 mg R IK BA BT 0 5 4 vk, B ) 00 92 0 K e B XA
ST 25 25 1 W36 2 W1 WA T 0. 15 mg YRS EE ™ 0 BLAN, 2
HF 5% N %1 F Ranibizumab Fl1/5f Bevacizumab T & £ ¥R 3 3
AR J S S AT AR A TR T [ 1 A L R B NAMD R

&, Alfibercept 1] D i 3 o3 HLAR TR AS (A L2 B Re i $2 5 /R
FR A A T R R R, T
A T 4 Alfibercept fifi 759 H 8 W RS AL I ST B &, R )
RE A8 PR A2 B 4035 5 T % T 1 30 A 70 1 4 O 190 S R, 0 149
T 38 57 A AT P35 5 , 1 I Alfibercept SR 45 fiE A A0 M 3% 40
W BT 2 (EL ) AR AT KR

2 b TR, Alfibercept % T NAMD {4 J7 % AL 3t VEGF
25 10 U 25 3 R BLLE « T AR R T AR 1) S Aty I A K B 8 1A
P S 6D B, BT 3 2 T 55 8 A1, % 3 4 Ranibizumab
il Bevacizumab J5 JGA% 10 33 25 00 19 R BB 0 NAMD (R 2 4
T HIT R
2.2 B PR bR T I A s A

IR K 4% 15 1045 975 75 ( polypoidal choroidal vasculopathy
PCV ) () 1L T8 5 AE 2 A7 S5 5 43 S A0 ok 46 S A7 199 0 A A 1L 5 18
RARY Tk kE, 280538 A PCV J& — R A= 1 % 72, IR IS 4%
TR S5 NAMD ARl , W] 38 4 il W 2 1l 45 1 5 R Kot
AT W2 E R L. BIRYT PCV Ik R B A 6B
J7 1% (photodynamic therapy, PDT) 30 VEGF 24 4 34 38 44 Ji 13 5
R G . AT W], L PDT X PCV 4 3, H 1] fig
51 VEGF ik LA™ B4 Ht VEGF 2593 g #2 w5 PDT
B997 3% . %F T Ranibizumab 7% A4 H v it 25 o4 (1 58 2%, o ok 1 4t
Alfibercept, J7 A4t T+ Bevacizumab '™ .ty 8L B it 25 14 (1) J5L 14
] fig JE LA™ A T 41 Ranibizumab Hr{A , 3% &% 8 # X VEGF-A
3 B A R 5 R R DR A o 2 ) i 4 T B
H 4 g Bevacizumab m Alfibercept J5 ¥ A 2, W 5 2 J5 %,
Alfibercept fiE#% 5 VEGF-A 1 VEGF-B [ if & I & L)} PIGF
HIGE A (AR R A AL %W FE AL % 10 6l % (10 1), HLOW
ZEIF AL 25 )5 3 AN H YLl TR ST PCY 3T VEGF 254
F: % & Ranibizumab 1 Bevacizumab , Alfibercept {E Jj — Fli 57 25 ,
H R % B Z JE % PCV J7 4419 SCik . Alfibercept 3477 PCV {344
TERBEA K [ B A BFIE
2.3 PR rh o i ik RH 2E

AL ) Ji5E e e ik B 2E ( central ocular vein occulsion, CRVO)
J— Pl % 955 AU TF 55 R 56 B 199 5% 75 ( diabetic retinopathy
DR F 3 VLA 190 55 0 %5 952 0 , 7T R0 40k 2k % SRE /K i L 400 10
AR T BB A i B A i A PE T G R R R, S 3K
MATHEEERK ., BEid BT CRVO 7 kA IRIKEOE.
BB 0 VEGF 25 sk i % . F R &Y. R 4¥ CRVO
BIT L E 2 AT A, Aflibercept F 2012 4F 9 H g it i
FIT 3697 CRVO 4k % P # BEK i, 6 4~ A # COPERNICUS i
o Fl GALILEO X 3% 3¢ B , 4 H 3¢ 35 1A & 1 3 Aflibercept 2 mg
RENS 035 42 55 CRVO 4k % 1 % BE K b F 35 19 B A5 1 003 (4%
I BEE (15 29 56% A1 60% 1 B FH M 48 15 AF R ),
I HLREWS A % D vh o W B B T 2 A R G b AT
VEGF 258 M1l . fH 245 2% % Ik Aflibercept Jf 35 47 {4 81
AR Kok 36 T Aflibercept Xf T CRVO 1 # B
JK I G HF 5 1 24 2 T bl HOR X T AT VEGE 24599y 9 40 e
Ph W70 A R A 2 IR S AE K X b BT VEGF 254
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B ORI IS TE AL IR R A A
2.4 WE GRS P B BE K b

DR J& 3= B9 $00CH #2054 o OB IR 1 3 B K ik ( diabetic
macular edema, DME) fE25 DR (% % UL & 5E , ™ & f& 3 8 5 M
H . BRIVAST DME Jr B 35 B A4 HR R 0O 6 55 A0 B 8 1A
JE S BT VEGE 25 9y ki 2 4 . R IR BOE BB BB IT
DME B bR ES7 3, (H 2 07 B B 58 i M e
Myt VEGF 259 HLA 4 = W B, (i L s o B 438 97 DME
1 53— B P A7 76 25 4 T A2 3 G 0 1) A . DA VINGIL I
A PRI T A B 4y A LLR 5 41 : Alfibercept 0.5 mg/
Alfibercept 2 mg/ J1 , Alfibercept 2 mg/ J1 #4E 3 N 5 2 mg/2 1,
Alfibercept 2 mg/ Hi# 4L 3 > H J5 WeH i 3 58, UL X B BE X 30t
JCEEME Xt B, o JiTf Alfibercept 11 51 241 & 3% T IR
T FR T SO 6 G B , 1B B DX Ot e e 4l /B W i 2 TR BN
$o IRIF)E 6 A~ H Alfibercept 41 £ 3 - 35 fe 4 47 1E 90 7 4 EL 3%
BEOGIR YT ¥R 35 00 58 =, 0 ) JE e B T 0 D 5 3R
¥7 )5 13 A~ F , Alfibercept 41 (8 35 90 J7 5 A7 32 &, 10 2% BE IO iR
STH BB EFE M AH TR T 240 1.3 A58 Bl 34 0 1 5
Alfibercept FH B A R S b 8 40 W, 5 H Al 1 VEGF 2 4 41
WU A BESE BoR X DME S8 4T BV B B A K 1 54 mg
Alfibercept J5 H # A B I 1 i 32 ¥, & W 9 B A 6 3 1R
RS % Bl B A B 1 %) Ranibizumab 8 Bevacizumab 25 ¥ & I
REERY) DME 835, 38 i3 3 5 Alfibercept ] 4% 15 R0 I B .0y J
BEW D Bt $ w 45 ET IR, Alfibercept 1A 7 DME 4 3
HZ4™,
2.5 MABCHAENLE

HEIER N OLT , f BEAE g — Fiids B 9 JC i 55 19 45 456 41 21,
B B 5 5 A R AT S 56 2k 04 T . A R A= il A 2 B O
L LA T e 2E O AR RS A 0 TS L 3R E RN B
T TR I R A K W B 2 R fe . BIESE R T, M A R R AR R
15 85, 8 i 45 % FAR A% B, VEGE |19 2635 1 0 91 HL 42 1 A 155 7 4k
I T WG s 0 24 B FHHT VEGF 2549 )5 , A1 BB A= 1 & B B % 3
P o JCIE R 3 92 50 38 2 I R B B HIE 52 T H VEGF 259
X AR BT AR A TR R B A R R BHRTE A LR
7R Alfibercept RE % 11 il 451 475 1 22 4 4 Bl 4 A £F 4% 40 it 2 <
A5 3500 /B RT 2B I A8 B, A, — B3 ) Sk g R
Alfibercept i BE 2 5/ B A ML RS R L % T B AT 5
Alfibercept X £ JE BT £E 1M 55 (9 SCHR£L H A KR, 20 X5 f B AE i
BIERA Rt — s,
2.6 77 LA AR

B LR ) I 955 2% ( retinopathy of prematurity, ROP) J& — F
WIS EOLER AR A . TR LA 0 R TG I g,
SO B R 52 4 I A5 Ak . Ak N 3O ROP P AR ) 2 R
PRI G o v AR 05 15 5 A SRR N B R R I L . B YR
7 7 0 JE R S O S Ve Bk AF T 1k ok Bk ) R a1 DG i AE AR
W . Lutty %5 5 5265 37 A K B2 8% 16 4l S 3R B bl T R
ROP #5715 Xof R AT 3% 58 04 Ji 13 5 AN 7] ¥4 B2 149 Alfibercept,
4 B R Alfibercept R4 A R B A M 45 9% B, (H 2 & ok B

Alfibercept [d] Bf 410 6 7 4 9 B OE B ML B A R EH, IR
Alfibercept I 7 AN 5 Wi 470 190 JIEE 1 ML 65 TE2 o #) 6 i1 9 2 7 2
M AEM X —WF5 8 ROP MYRYTH8 M T8 iy 75 1] .

3 #Hig

Alfibercept J& — FUfi Bl 4T VEGF 254, #H L HAth 1 VEGF
2, LA LI T4 (1) BE5 VEGF-A #1 VEGF-B Y i 5 1.
BILL R PIGF A% & . (2)5 VEGF HHRAYEM 1. (3)F3
WA, BA KR 25 25 [A) FA I (8] . (4) T 3l 0 A Jis v o &%
S . (5) X TP ZIRBHIN , i NAMD (PCV (CRVO £ 5t
KA DME | fg B B 2R M4 DL K ROP 1y A & 4 /9 97 AL
Alfibercept Al Lt HAl it VEGF 25 %) B A % a5 19 PE A HU , 8 DG
HMRBHE IS R 259 0 VB —FhBT 25, 6T Alfibercept 1Y
BF5% % t A F Ranibizumab F1 Bevacizumab 2¢ H fih it VEGF 24
Yy, BT LR SR 7 B2 2 Alfibercept X MR 38 23 fig 1 A 280CR % 4
P45 2507 RS H A IR T 5 IR ADESE O Al
L # Alfibercept % CRVO 1 8 B /K i Sz DME %5 % UL % 9 4
BT HAb YT VEGE 259 i o s o5, 48 0 AR D 2440 VEGF 24
/IR
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