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Abstract

e Choroidal neovascularization is the
pathogenesis of neovascularage - related macular
degeneration ( nAMD ), and the role of vascular
endothelial growth factor ( VEGF) in neovascularization
has been widely recognized. Currently, drugs target
different targets of VEGF have been widely used in the
treatment of nAMD. As a subtype of VEGF, placental
growth factor (PIGF) has synergistic effects with VEGF-A
on promoting angiogenesis, stimulating the migration of
endothelial cell proliferation and mediating immune
inflammatory response. There is no expression of PIGF in
mature blood vessels so PIGF hashigh specificity. In this
paper, the role of PIGF in the pathogenesis and treatment
of nAMD is reviewed.
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Jok 4% B AE I 7 2 W2 PE ¥ BE AR P ( neovascularage —related
macular degeneration,nAMD) f*] FERRALE T LA N
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H: K HF (vascular endothelial growth factor, VEGF ) 1 #1557
A A VETE Z 20 12T, HETE X VEGE A [R]#E 5
eGP e Z s ] TIRJT nAMD, iR B K H T
(‘placental growth factor, PIGF) JEHT VEGF 14—~ #r #E 55,
55 VEGF-A A B T, AT i 507 A2 A, 30038 A Bz 440 M
LRI, A L RAE SOV, HAE C A FIER I,
FEERGR o ASCHE PIGF 7 nAMD 94 FH#EA T80
KBRIA i B A T MR B AR P LR 5 BT A P o
FEPG
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FHL R S5 £ Bk 3 [ 4k 1 N B 22 5 A KBS
J A, I 2 AR MR BE AR PR (age - related macular
degeneration, AMD ) 2NN B MEIR YT IR 2 — 76 T,
TR AMD H | LA nAMD 500 45 405 55 | He v Jhk 48 i
Hr A L% ( chorodial neovascularization , CNV ) 42 E- S 2040 77
VR (Y fe B EUR . AE CNV 20 FAL ] ol UL b Bl 405 i
B A P R4 b ) HIF — 1 355 4, DA 3 3 — &R 80 B 5 %
HAZ Ak ny ik, i1 VEGF, PDGF-B, PIGF, SDGF -1 LJ K fiit
FAERY LN Rk . 4% T 22 180 AH . SR I SOR X Al a7, BH
Wi H i 2 — ¥  0T BRI T AR A 8 K. VEGF 18T
A A K il B e AR B Z 8] Z A ], G AR R Bt
VEGF 254 7% i %F CNV BB g4 il /5 . PIGF /B Ny
VEGF f—AN R | 5 VEGF-A EA Wl VE ], A i & fig
W AE T BT B AR 1A R e Rk, & 4k ranibizumab T
VEGF-A J& i BLAHT A HE 5, 2011 4558 H BLAY Aflibercept
F1 Conbercept 5t J&=%45 4 VEGF-A, VEGF-B, PIGF = /-4
S ETRIET VEGF 25, {H PIGF b ELA 1 190 4 25 40 o 1)
PRI VER U] 81 R VE FZE 25 0iR T T M RERIFSY
1 PIGF #f &
1.1 PIGF REF{K PIGF J& VEGF KKEH— b, el
Persico N AR #E cDNA A4 g5 4l b H | IRt iy 44 0 B 2%
A KBTS PIGF J&— 2y s v [l — SR 2 11, A5 Y
Fh S HIEK . PIGF-1,PIGF-2 ,PIGF-3 , PIGF -4 , fie 5 &
RIGEL 12K H VEGFR-1(fli-1) B RIFEE L0
(heparan sulfate proteoglycans, HSPG ) | neuropilin — 1 5% {A&
(NRP-1) . neuropilin—2 5%12]3( NRP-2), H A VEGFR-1
T HAR TR Z R RE S PURN T AUZE S | $278 PIGF 32 %058 1
454 VEGFR-1 KAFAEH ; L4k, PIGF -2, PIGF -4 1] 5 Jif
K (HSPG) 454 ; PIGF-2 £ 1T A5 NRP-1,NRP-2 552
o 45 A B
1.2 PIGF #1 VEGF WEBEREX A HAETF:EM VEGF &K
WA VEGF-A, VEGF-B, VEGF-C, VEGF-D, VEGF-E,
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VEGF-F, PIGF, VEGF % {&4H VEGFR -1 (flt-1),
VEGFR-2 (flk - 1/KDR ), VEGFR -3 (flt =4 ) , neuropilin
(NPR1/NPR2) , ZZ 5 1) B b3 v DA 3 5 4 b 384 56 1fn 457
L/ Bk ELE N B AR M A A 22 50 54, I B 4 B 3 5
P o A5 A, B R O A R R B D o A O 0 B
R TF-HNB UURUE LA M L 2 0 A= B 40l
BRIy PIGF 5 VEGF AW FEEN . VEGF-A
(3## T VEGF) 75 VEGF S8 i i ok o5 A etk 44
LER I EOR G , VEGF 5 PIGF 3 FE [l Y8 , LA 56 M L% ik
50% ZeAy, I LIARL B O 45 A 7E VEGFR-1 [, Al 4l
T HIIREMIML {H VEGF A UAESE & VEGFR-1 S fE 4,
& VEGFR-2,1fi PIGF W] £ %3 i VEGFR-1 & #E/EH .,
VEGFR-2 HAG {2 ¥ L4852 A M 4 3 32 7% 736 , AT
{RHEF A IMAY , VEGF 5 VEGFR -2 454 ik 22 4% 387 4= 1fn.
BB | I, 24 PIGF 35 4145 & VEGFR-1 i, Al
#4538 VEGF 454 VEGFR-2 & IEAEH" ;RN PIGF 454
VEGFR-1 J5if A] 38 2 73 ¥ [ i i itk /E H T VEGFR -2,
AT INGE VEGF-VEGFR-2 f94E FH" 5 i 41 PIGF i 1 42
HEH A M A R 7 235 ( VEGF \FCR2 R4 BEH), H
WA KR PIGF 1 VEGF 454 VEGFR-1 R[] AY%%
AR, 1 H —F P HE AR, X R PIGF 5
VEGF Z M BEAI BB R A T IX 3], VEGF )12 RiKTEH
FRAFEZAME T, 5 2 AR, PIGE A2 IE 7 1 & 8 A
8RR . A plaf 3 RIBRBE 470N BRUAT AR R A0 A A7, (76 20 it
PO SO BRI R anE AR 5 0 A A AL BB | R AE R
N CEAERRRESE W51 PIGF ] 53835 1] PIGF X4
P 0L A0 A AR R AN R T e B Al A LA G
YEH , I, Bt PIGF 3697 W] g o 222 4k

1.3 PIGF fyEfh A= hee  f2okim & 4 K& PIGF By
FEAE, ARS8 nT LSS58 1 40 M 2 R 7 AR i
PN B HEL 400 i, DT AR 8 2 14 Y L 3 41, PIGF i 7 fig
BAMZAEHVEN , Inoue 257 2 B PIGF %F T eIV fiff Bk 7.
J1% ( buthioninesulfoxine , BSO ) 5 143 54 41 % Jis it 22 15 21 o LA
K AR I B A M (661W ) B (R VE T, HopL ik
A B2 &f MEK Fl PI3K & 42 1 il Caspase —3/7 i ¥
g3

2 PIGF £ nAMD s RTBE#LHE]  nAMD BI4FAEN CNV,
Jok 45 W57 A 1ML 2 0 Bruch [ 3% K 0 IS A1 J2 B A 1
SOAE A 2 AR5 R i, 98 RE A5 1 R ™ A AR 3
PIGF /& CNV iy et N 2, #fFgs ™" & B, PIGF #£ 52
A TR/ CNV s Rk, RbR plef 55K 5%
R SEPEBH T PIGF 2R /N, 280615 S IE L CNV (19 %
A RS IR AW s b, B R R, A, 7
/N BR A 200 ) 2 AT ARG 3] PIGE, PIGF £EA: 5 1V AU R
EAIAE X5 VEGF-A R[], 111 H % PUAE ik 2% I Kz Jok 2%
FECHT A 055 FR) Sk ot PIGE MR FE R

2.1 PIGF 5SmMEER MR 7F s BEPE B A 1%, PIGF
Al AR 2 T R AEVE T, B 0 5 VEGF B 325005 3
SRR A A 2243 24 AR FE LA AR B AT, I
A] SEAE T A B SR AN AT AL, 91 20 PN Rz AL it v e A B 4
4D Bk 24 JE | 2 — 2534 B R 3 1 PR 5 40 o s a5 e UL 4
a7 PIGF fg5h b3 B 86 v M AL 20 i A%, vl ol i B 4 5%
4 VEGFR-1 FHM: 2 5% (] 2 4E H T 5L 0 4 )8 25 i -9 fie
PEALAN M A2 B IR A, PIGF i nl 3 i 2 ik 184 4 |
SRS NN | SR 2F i BR A i K 45 1

2.2 PIGF AJ/t 5 CNV B K MER . PIGF A i
PI3-K/ AKT Hl ERK-1/2 @& A2#7% VEGFR-1 M i fie i
PR A0 MR G0 Y Y SOTE FNarAR Y A L AE AMD
CRYE M LU A P T A A FEA e ] ok
B i 4 A S % B AR T A B 3 ML A M2 R
M1 EZE LI AAEA M, M2 T bR i i, 25 M1
HEGR T M2 U ES , Al SFEAMD kA" R R B,
LR B R0 M E o A B 7 VEGE 55 P 715 S 18 N
Fe A TS AL BT B | RIS VEGF 25240 i IR 3 n a4k =
2R, TR T JR3B Y VEGF S, Cao 25" b 40 1o 5
RS IS A CNV KA B K BT VEGF-Trap
1RIT, K IUAOOBZE A TH5 CNV AR BEA K
/0T CNV &30 A 4i 2 i a4k 4 K . Van de Veire
£l SAE PIGF 30030 (1 NV /N B ik 2% B 1 465 98 0
0 240 i 32 i 25 A B b

2.3 PIGF I#FrEME M Van de Veire 57 K,
TEYT PIGF AL BREY CNV /N B 8 AR L4 A9 23 S0 HAY
A A A B SRR AR I 4, 7E 9T FIkL AR PHAY CNV /)N
S ML SRR o B3 RN D oy S M ETRE R,
FLI A N B2 20 LT R4 . B PIGF R 520 3 A= 1ML 45 1Y)
B T LAFEDT PIGE J& , J2 35 0 1) 2 I A5 s R B i AN
SEERE . A PIGE 192U I 3L Sk R A doke i 4 HR
P R A8 TR IR A A

3 PIGF fEi&¥r nAMD Y= B

3.1 FIHAFEE  FTHIPEE (Aflibercept, VEGF Trap—Eye) 4
nEYEE 4] VEGFR &, i1 VEGFR-1 fU5E 2 furg Bk
HHEE VEGFR-2 BYZH 3 H e Bk 8 (3L b A2 G i Bk
HH Fe AA AL, 7TAES VEGF-A YFTA WA VEGF-B
K PIGF 5 H.254 AT BHWT VECFR R Il {5 538 i, 7 il
BB g BN, SEGENPT VEGF-A 259 & Bk
Pi(Lucentis) A[A], Hofrd T VEGF-B 1 PIGF P/ 54,
HAWSWCERT] 258 01 RsRa e M e5ah J17, BAR
KRR B Aflibercept 25 111 B % &= T ranibizumab BY
bevacizumab : Aflibercept &5 VEGFI65 3% #1414 1pmol/L,
IMii ranibizumab & 46pmol/L"  1H 1 A #F 58" iz M
Biacore Fll SV — AUC £ AR X JL # 25 ¥ ik 47 #F 5%, & B
ranibizumab 7] UL & 2 Aflibercept/ VEGF 3 &2 & ¥ /Y
Aflibercept 1Mj [A] 4% ) &= 1Y Aflibercept H AN ge, Ui M
Aflibercept A HEFT %A L ranibizumab 1A & 5 i) 25 Hl
J1. Aflibercept H- A7 5 4 9 25 /25 s PR g, H A 5t
VEGF 25T It (%) 32 22 7] R B 7 45 25 F ke A 5| ke i —
FRA [ L, G0 S5 1 B 8 A A 3 S0 IR P 8 XU 185 o o
NG B AT AN TR E A A TR
o IRIRR e Mk, DLSD TSR, 252k B S
4rF 1 A 5, Aflibercept 43 T & 4 110kD, % ranibizumab
B 48kD @, A EK A, B Aflibercept H1f#) Fe Bt
AR IR E M AR T BR R R R B A A e
HELE 3mo TE 5 Aflibercept J& & 2mo 1 HF— I Aflibercept
MR A f % 4 Pk A B A T 4 ranibizumab AR )L, XF
ranibizumab _bevacizumab it 2% F{ 3540 B % , Aflibercept BI7
FHRP A, BR Aflibercept 43 T ALK, BAR g%
WL 42, AR A AR A | TR e A s R
P T LA B R A 2 4

3.2 RHAELE P (Conbercept) T 2013 4F4EJE I
i, FAFIRIT nAMD 55, H 4585 Aflibercept A1, /243
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TR 142kD WEANGAEE (05 Aflibercept /A [A] 11
UM E T VEGFR-2 (55 4 ey BR4E (14 (KDR-d4) ,
KDR-d4 J& 52 {& Z JRAL AR A (1 8 2 IXCHR, A fifi 25 5
I [ AT Y/ VEGE 5 32 1 1 fige 9 7 % | AR
MM RER I E 11, 5 Aflibercept #f b &5 H 5 AR, A
MAEK TIEBER A, B, 36T L 43 F 3680, Conbercept
FTRE A7 6 5 9 35 R R 2 I I PR
AR BTN , Conbercept % .0 IG I P14 A EH — IR ES
3mo, A B 32 = AL, B S SE KR YT W4 3mo 15T — IR
(3+Q3M) 5t & H S — K (3+Q1IM) #4525 (3 +
PRN) , Z5 5 B 5 12mo M1 35114815 9.9,9.31,14. 3
SRR U SEA IR T IR R 25 25 07 58, S AT AR 4 A
ISP, HAES T VEGE 25 AT BEARTE SR . 72 I PR 55 B
Rl AR AN [RL 1 | T AR T R
3.3XREM R BREFEERMBE  Conbercept B Aflibercept
TEIRYT AR o b IR AN B SN A 45 RS Il 3 5 ER A
i MR T 55, 20 R BB AR A 5 5 DS, 16 DL g ™
MR AR Ko 4 B AN AT WL 0 g AR P 2R I 2
UREZE Bhfikke2E, XA R BRSS9 A B AT K i
A, 1 TR 2P T IR RIG ST nAMD #YI [a] 34
K A F A WGP AT S R 4k
4 RE

PIGF J& 4T VEGF A Y7 nAMD 259 1 57 48 45, o 5
VEGF-A A YMAIFEH , BLWT PIGF 532 ik45 4, ol 584t
VEGF R, {H 55— J5 1l , PIGF 7% B MCELA7 00 D) 55 4 2 4
MR PR AR T BT PIGE Y& 7 52 75 % 40 ) RE 38 5L 15 76 52 Wi
AN AE 2 ST AR R 2 U SR SR AN B R IR e
TR B 3 22 % 67 FHIN B 19 7] 81 ) Aflibercept ¥, Conbercept
JE AT R A B AR 09 IR N 2mo B 3mo TE S —IK, M 7
T A ek R S, TN A6 ik
553w
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