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[Abstract] Age-related macular degeneration (AMD) is a major cause of irreversible vision loss among elderly
populations in developed countries. Wet AMD (wAMD), characterized by choroidal neovascularization and acute
vision decline, has increasingly been understood through a pathological framework that emphasizes the interplay
between chronic inflammation and angiogenesis, moving beyond earlier theories focused solely on vascular
dysregulation. The inflammatory regulatory network in wAMD involves multiple pathways, including aberrant
activation of the complement system, NLRP3 inflammasome-mediated pyroptosis, and dysfunctional microglial
polarization. These inflammatory signaling pathways extensively crosstalk with the VEGF pathway, collectively
exacerbating vascular leakage and photoreceptor cell damage. Emerging biomarkers, such as CXCL10/IP-10 and
CCL2/MCP-1, along with novel therapeutic strategies like complement inhibition and CRISPR-based gene editing,
hold promise for improving diagnostic accuracy and treatment precision in wAMD. In the era of multi-omics
technologies and personalized medicine, combined anti-VEGF therapy with immunomodulatory and metabolic
interventions is becoming a promising direction to overcome treatment resistance in wAMD. This review systematically
summarizes the multi-level regulatory mechanisms of chronic inflammation in wAMD and discusses its clinical
translation prospects, aiming to provide a theoretical foundation for precision medicine in wAMD management.
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T E TP B, AMD 2324 ZE 45 /T 1 AMD #1328 i /R
Pk AMD ( wet age-related macular degeneration, wAMD )2 Ffi & Y
o T4 AMD (k5 422 38955 9] (19 80% ~ 90% , 5 B 3 B LA 34 Bt
DX A PO J58 20 6 5 T 5 44 0T TG B 6 RS 6 B € U AR ) R R A,
1% 125 JRAE X0 G 0, 9 I " IS R A b PELIR ZE 4, EL AR BE AR )
(3% TR, IBE AMD {05 AMD S5l (1 10% ~ 15% , 1 & 3
90% LA I EA I i E BN U AR R, A
Bk wAMD B T 2 000 77, B & 4Bk A 022 8 4k s DL &
A Sy A U3 2050 AR 8 A BOR 2 5 000 7 e AT X
2 P ECP T LA T B Ak 23 U BRI AT E ST
R, wAMD 1Y = KU A BE EZ RER T 60 2 g A
il AT WM S DL B3 CFH ARMS2 45 38t A By I 5 PR B A
PRL L WAMD [0 BERRIE S CNV 58 37 | LR 9
{42 I 7 (retinal pigment epithelium, RPE) 5 Bruch B [ 8% 38
T BOU R RS AE A i B R R Y AR, g 2l ol
WS e, Im R B oE O A N R A R F T ((vascular
endothelial growth factor, VEGF) Hii /K #4738 J7 , SR M0 , 2 30% FY
BHATAE VEGF IRYT IR SR USRI & 1% G2 10 4 A 148 A
F 3 IR TR 58 A R B wAMD I IR 5 B M $E5 wAMD I g
P R AR i 8 P AL R B AR

BT R W1, 18 M 40 vl fEJ& wAMD A9 Bt 3R 3 8 2, #fi 3
wAMD 5 BILATL ) F 5 ) 48 RE — Il B A= B 00 T BIK 3l 1 B A 7
B2 R W], CFH | C3 %5 #b 1438 i 5 I8 1 78 57t 25 W %i*ﬂﬂ
wAMD B 522 RO, 0 1A% 55 B 2o B2 80T T e B e i A W
(membrane attack complex, MAC) I TR, i 1 E #8145 RPE 41
J, R VEGF A /I A3 2 A 4 P, 2 T 30 CNV
AR R 48 SR AT OO I HE P A /N S D5 4T
JE B S i B T 2328 5 40 ML A R Cinterleuking, TL) <18 8 3R
FEP F-o S50 ML BT, TE 80 R 0 48 A XU 2% M I i - B 10
W, () B 37 55 A0 J] S 9 200 AR 352 00k — 20 i o A R JI5E A A 45
B3t 53—y i, SR R N 2 S B LR IR DNA B LA S
NLRP3 SAE /A BT I RS AE 55 A% 1 418 2, il i Ol e 52
RN T, X SRR A B B0 1 ARE S (X RE 1k 37 3K Bl R
B AR 14 & A T LI B 5 1M 48 AR BUMR 5 AR AR, 3R RDE AL
wAMD %2 7% (1) 5 B % B 5 LT R SCR 7R R G Wk
wAMD AH X B 28 GE B BF 52 BE R ﬁf’%’? PERIETE IR AMD
BT PR EE AL

1 BHREIRS wAMD B4 FHL4

s 1 98 E S 5 4 S0 R0 0 P 1 IR B B 98 E SR, 3 El R 1)
r‘(léll_ﬁ’ﬂ% PSR 7 S PR R B U] Mk S W S B G
WEIHE , wAMD By BHL I 3 K2 08 1 48 RE IS 5 5 0
iﬁiﬁ‘]ﬂiﬁ]ﬁﬂéﬁ,E%?’rﬂ?ﬁﬂl‘]%ﬂﬂﬁ'ﬁ%ﬁfii@ﬁ(ﬁ\ﬁu
PG A R B A MO B Ak Ok S TR R R O BT AR 3T
wAMD FBIFEAN (R 5T B A b 1A 45 30K S B 240 TR 1 IR 4 R
7 Y3 % Y 2 EL AR T R 200 M R 25 ] B 7 4 BOR L 4 R
TR AR DL B B R A R A ) 4% R B R X sk
FEMME A BUFT S RS IT e 22 0 s B 536 97 SR A A AR L

HEIL T R 2 B 3t B TSR 4 A0 I IR k38 5.
1.1 AMERGNEEHIES wAMD 9 C R

FMA ZR Gr 32 B 00T RO SR A R 505 AR, B 5 R N ik
P4 6 B S AT S, TE HILAAR G 28 B A ML okl o 423 3 o B AR €, RMA
ARG S T MAC DL, MAC B AR FME £ g8 —Fh
T R e B A R G, S B S AN A Y A0 I R 2
B0 A0 i S AR T T RPE 41 i, MAC 7 & I BUR AT
HIEWIR RPE 40 M, 34 A8 38 o 4R 3 J5) 8 &0 )2, gl VEGF
Al TL-6 ‘f"ﬁ%.?ﬂ/ﬂﬁ}w,L*%ﬁ”%fﬂﬁr’ﬂﬁ/\ﬁlh:;ﬁftm&
s, MAC DI RPE 4 il € i, % W9 RPE 40 g 1% I fg,
51% RPE 21 Mo 24 ff A1 04 T2, 3 1fif 4 3 wAMD 1) & A Fn ik
MR 55 B AR A O B TS A & wAMD & AR AR B A
Kz MMEARGRWHMER S B RPE ARA TR E
Fwom, 5 B wAMD B & B (B 1), (RN F H
( complement factor H, CFH ) R 3 iz 4111 ] %12 55 16 a8 42 B9 3807 4
Froupefa s Bt CFH J2BFIT 40 4 5 50 98 75 00 4% (0 A% 0 4 7
Armento 5V BHFFE K I, CFH 31K YA02H %578 5 wAMD 5 &%
PEAETE % VIR R, CFH 2y RE i b 2l 32 38 5% &5 5 S0 HMA 55 it
WAL B O T A R OKE MAC, 7E wAMD (9% B 5 AR
AMA R 4 5a( complement component 5a, C5a) & # & % AE H ,
C5a J& AMMA SIS 3 B i 7= A 1 — A e, B el g 5 b
K4y 5a 24K 1 ( complement component 5a receptor 1,C5aR1)
G5 WMOE Z Fh S E AN, Thomsen 251 5 Du 2 R #F ¢ B
7N, CSa 38 33 T 5 WG 40 A1 32 DL 43 0 42 R I 40 VEGF, A
MHES) CNV K4 s REBI O SE R W], C5aR 1 RF 5 M R A
% W ZE ek /b CNVTE R 0 T UE 55 C5a 7E wAMD HP R G B AR
mte
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25 £ (https://BioGDP. com) Z: 1l ] TGF . # 4k AE K K F ;1L
4 i A 2 TNF ;iR SR 46 7 ; NLRP3 . NOD £ 52 7R $R 1 45 44 5 A
KA 3;VEGEF: L& N AE K H 7 RPE. MM IR L&

1.2 RIE/MELE wAMD i AET
RIE/NMERAEHNY—FZEALZ G, B TR B R
Ge ity — 53, AL 32 B0 g al A 005 B S s0B0 , 2
BTRME LN B, WFSE R B, NOD K 32 PR FR R 11 205 1 AT G
#E 1 3 ( NOD-like receptor pyrin domain-containing protein 3,
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NLRP3) & HE/NMEAE wAMD /9 18 M 5 i 2 b & #5 % 2 22 4R
A1, NLRP3 8 /INMART ST )32, H 5% 000 5 A Ak IR % 0 6 2
M B-TE M AR B T UDAR  ERORLAAR L 005 | 48 Ak IO 35 45 5 2o R 2 )
A AR, 7E wAMD B B9 RPE 40 iig vh, NLRP3 Y
Fikg W F 1A, I B NLRP3 £ ik & 5 B 4~ i ¢
R Y], NLRP3 4E /A i 18 4158 715 4 B00% &5 42 i 1L-1p8
N IL-18 (943 , 38 33 Ja) 35 48 i S A B2 175 5 4l e DXL e £k [
F I 4, HE— 20 A HE B A0 R 0 R 1Y 98 RE R R
(IR 1) P2 Al o R S 7 5 A 4k 1A DNA B, 3 i 2%
Toll Z {4 9 # & RPE 41 i #% X F -k B ( nuclear factor-kB, NF-kB)
{5 4530 %, 1 — 25 I R 38 R E SR, X — i R BE £ i E RPE
AU a4, & e HE CNV B i, NLRP3 A3 B 30 5 4
BUAE wAMD B W0 190 B9 B B 405 Pl 6 T BRI YL BF s R
B, 30 4%] NLRP3 45 /M A i B8 05 1 3 B A% RPE 40 i 45 45 Fn
IR0 A 28 0 RN, 08 T U8 28 CNV R R FE , X — & BN wAMD
BRI AR L TR R TR IR TR Y,
1.3 EWgdifitk bR 5 wAMD 156 R

FEE 0 200 A% Ak 2 A 2 18 M 5 RE P 5 v B A% 0 R R HL TR 5
WAL R Z — B A M A £k K A 3R B0 A B A A
SEMAEE IR ML BIE R B AT S M2 BT R IB R E
A E A5 G R, S BOR i S R B R SRR A IR L W A i
TE wAMD {4 528 o b 493 i 2 A £, ML D 5 I3 44 Jif 3 it
3 W MR RSB IR F - F1 TL-18 S5 42 R B, K 1 55 01 30 I
s e 35 20 B, FF 7= AE 3 P %5 (reactive oxygen species, ROS) fl—
AL B A A T, 08 0 Ik 45 R 3 AR g, T M2 B g
2t D) 38k 43 0 IL-10 1 TGF-B FHMR KN F S HHLMBE K
FEPN I 9 HE TV BRO8 T 40 M | 42 UF 412U SR I A 98 0 AR
(1) 570 F wAMD f3% i, M1 %) g 20 i b 4] B 2 7
=, M1/ M2 B [ W5 40 M Lo 491 2R 485 25 Jn i) 4 0 s By /) ™ M 5
g v TR 0 00 48 0 2 I & R BE CNV B & A g e 7 |
WEFE R BT, AMD 35 41209 iy M1 A S 0 20 i bb 451 40 2 v T
FRAN AT M2 Y I 290 B ) D00 e A1 35K ol 5 0 4 R AR b 2
MG E CNV B sh vk 5 IR AR ik M1 A 5 v 20 i 32
T CNV kb AN 5 JR) 38 98 A B, i AT BE T I Bruch f
FEE R A A K, HAh , wAMD H 3 I 20 i 1Y 45 I o B
SRR A B A A S H, B AN X AR B R B W T BE 2
81, S8 RPE 40 Mg 57 AR 8 R0 3k S Ak s g e, 3k — 25 2 o 4
P 453 43 107

2 REMXREYMSHELTT

SAEA RS YL wAMD K5 HE 1L YT & 48 b 3 H o 2L
fi BT 5 AL VA T 1R T 0 U M (H R 9RO AR AE B
wAMD B A B T il K2 W 5107 i 2, 0 5 3l 245 I 0 5 4 4k
LT =) 8 Bl B 35 ) 8 AR OC A= WA 5 A6 ) 4 B IR 3R R Bt
B JEAE S I 1, T O wAMD S 1297 SR SR I . il
P YRR TG G A AR ) A S W I A R TR o A AR R AR
H S RE I S RRAIE, S I R S U B 25 R R 45 25 T R IIE XX
P AT 2R S R B KU o R A2 T R SR O T R

GEMEALGE IR YT I ZE 0 Jm B, 3 ot i i R P9 4 E I 4% 15 5, R A
AR P 4 AE HE RS B, HE S wAMD 1297 W 25 86 P B0 1M 45 28
T 1 R A R 95 AE B D7 T B AR L I8 T SR N RS X RE T i
2 A TR 50T A RS e VE B IR T O R B R KA AR
TR TH AL , 70 00 VR RS o I 2 A MR R 451 3ok v 28 22 7 FH A 11
2.1 wAMD " R AE IR B

1 MG S AE AMA R B0 5 8 T G AN R 4 i R
TR B SR N 8 DR B A 2% 1Y) S R IR R 5, wAMD T Y 46
IE TR B3 J2: 9K B0 5 G T R A0 A% 0 5 B L Tl B R T 8L CNV
R I S SRR 2 R 0, OV JE e A P AR R R AR e
T I AMAEE (15 RAE A B I AE M, VEGE | IL-6 #1 1L-8 4§
A& 145 A 200 i PR R 0 a2 A P R 40 B Y B | S e GE i T
fE#E CNV JE R Y, Engelbrecht 452V B 57 26 01, 3 B8 & ¥
IL-17A 7K Fh 725 5 00 9 5 T 27 4 A 7 T R B 2 I A 3¢, ik — 3
T W0 P 8 5 PR A S T I 2 A R B, MR A I
— Al R AR R AMA R G R BN, 2 wAMD B I W
C3a.C5a M ZARIMEE AW sC5b-9 Kl /KT Fh s, #h A 5% i
TR T R S RE S, 3 BT BB BT VEGF YA T TR 25 1k
B Y Lyneh 2PV B9 R, C5 7 2% 35 19 & X BT VEGE
TRYT I RN R A, 8 7 b A 2 9 AT RE BR M BT IR T B AR .
Ak F CXCL10/1P-10 1 CCL2/MCP-1 T 4 5 2 4% 240 g 1) W
o JIE T 2 ) a4k, 5k S 40 T 7R CNV & A R4 55 vh i 35 O AR
Mo M T K- AR L AT BB FE S CNV & & (1 70 A4 P b
W, 42 (LB 15 2 Pk F9A T BN B S W AR A
2.2 RIS AL %

MU 2% 8 0T B 5 300 & P9 S D BE B A 40P B 35 R )
451405 RPE 4H o A bk 2% B o 87, 1t X 355 2% ) mT B o ) R0 o9 Ji
SN, S5 A — 2 B IR A0 ML ) R 9 51 & RE RN, AR R
A Ak I M B PR R W3 R HE wAMD 5 B0 R R R
WAMD [ — A K HARRAE 2 2Ok R T BE R A%, 520 ROS B HL#
15 RPE 410, wAMD B34 I 3% i 48 Ak B bR AR 4 8-F2 2k -2
S 19 R 8 KO T, 3k S8 4 A RE S e R B 2R KL 7R DNA
00 R A A 00 B, LT Sk A 0 0 R RIR 9T N Y S
A AR AR R B R B R SRS wAMD gAY
A AR 5% A R AR B T T B S B T -la, 15 A M Al
DR F (U0 TL-18) 4330, 3 — {5 %% 725 i 42 30k 1 A% 9% U 5F i il
CNV JERL™) . ApoE e4 {7 JEP S8 5 wAMD 3% 27 4 fb 1y
DRV BN A 5%, 3R R 1 E QO R AR S AE O b & 1 R LR
FH 33 3 3% B J5 AR 35 L v B sk 4G ek A Ak 7 38R R Jel £F
AL wAMD 19 K S,

2.3 VEARTE AR Y 2 A W R E

W 2512 Wi A B0 38R 25 B % 22 TR I K A1 I AR B/ RNA
(microRNA , miRNA ) I )5 W& 1 0 46 - 5 BE 42 50 25 Hb W ) wAMD
HA SRRE SR ZE Ak o 3 48 2 R S G A TN wAMD B3 T B
K BB A VR A R0 VL A v 0 R RE B 7R A, A I PR 2 T R S
R, WARTER 5 24 2% W00 4 R 76 IR BHE WG 12 97 BT W e I
FHRG 37, 30 80 R A5 B T 5O R0 5% 2 v CNV O AR, T
wAMDZE & T VEGF A J7 BT 25 P ( % 1) %) | Chen % X
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R1 FAESERNMSNLE miRNA QI F R FRT S wAMD B JE RN 3 5 EN

HARTFE KA YR &Y Ik A IO FH 0 1L

R k2 TR VEGF-A IL-6 ,ANG-2 ST B E CNV (REBUEy 929% ¢ 5+ 88%)
SR WA miRNA 5 miR-146a ( 7 4% NF-kB) .miR-155 WML VEGF Tit 25 ( KBS 1743 )

*MAR L% R By C3dg Bb( 55 H i A2 B Ar ik ) i 5 A A3 00 35 AR O

23 i) A4 2 1R BRI / - I PR HUAH

UM 98 0 WAL (X 43 HIF-1a SR 30 20 5 AR 9K 2l 40 )

H miRNA /N RNA 3 wAMD ;3844 47 08 A SC MR B BEAS P s VEGE . L 9 B2 AR KR 7 TL . LA A 255 ANG . LA A2 3R 5 CNV . Jik 286 3 A 1 387 5 NF-

kB : ¥ A «B; HIF . &5 5 H 1

T AR HEAT 2 AT & B, VEGF-A | IL-6 25 41 Jig B} F % G % X
Sy s PE CNV RN 1k PE NV, A Bl TR i & 0035 sh # CNV,
SRS miRNA ¥ 7R miR-146a # miR-155 54i VEGF 4
I7 T 25 M A0 O | e o A AR T $E L S % I E C3dg 1 Bb
J BeAMAC T M R S B wAMD SR W AMABIRIRES  IE S I R T
7 AMA I F 36T wAMD $R4E R S0 AR E R AR
N AT B S S A WO wAMD $% 3h 4 AR S0 0 A AR
6T wAMD 9 2245 81, 22 41 2% K T ) M 22 4k B 53 M wAMD
41 98 E T B 0 2 A ML
2.4 R UEEESE Y G Ak

R W BT S — A LA ARR B 7 o JEab il A AR E R
27 RIS DR 20 2 A5 R R AR AT S [ 8 8 A 5 PR A A0 R A 0 O X A
P25,k B R G K B TR A2 7 O 8 A B 2 IS gy A8
X R TR R WERMIRT B B A WA & 5
N RS2 8% A A O wAMD 19 4% 42 4 3107 50, S 909
BT RN A B A TR RS Ak, LA A R R R A
FFRAMEAIRIT H R, AMERBIG KT S R T REEE &
A 3L VEGF 1 #b 44 30 1 50 69 B 4 J7 ¥, Wang %5 fi
Sitnilska 45 7RG BFSY EIE S, BB A 1A T 8 B 4 A 4L VEGE
YT T RE O R E LS RO . X T AR TE R AR RO IS B 1Y
wAMD fE MBI TL-12p70 7K B9 35 22 T 55 nl BE$ % M1
I 200 Wi e A, 35 7 AT LA A o I 1k Bl A R R £ 28 Toll
AR 4 BRI AR AR S R BT SE A T wAMD B
B DR 2 25 A0 R 0 AL 800 43 BT L CRH A5 4R 388 A1 O 1 o
BREp5 5 I 2 (age-related maculopathy susceptibility 2, ARMS2)
JHE PR A XURS: B4 28 LA e VEGFA 1) 2% 35 7K SF | a] LUK B 151 00
HE CNV EJR XU | I 4 700 3 0 A U0 ofe i >R 00 O o R 2
SR wAMD FB 02 Pk 980 BN, 45 A B I Rk TRLRR AR R
FRBR AR A5 AR AR YT B AN AR > TROR YT & ik
R AR RS RV, T A B 7 WU,

3 BN RN TR

fEGH SR IGIT X wAMD BB I RUR I A HAE
H T wAMD &7 5 i 1 1) K5 o 80 17 7 1) & A AR R G2
o BT VEGE 7 ¥k L 1T (8] 4 2 i 48 E AH DG K i, R 58 32 o 42 b
T JRAE /N S0 T B B R TR BBE R T IR IR
JAE ST H 2 R T v AN W0 B T Tk . /Ny
TPk H B NLRP3 10500 A0 JAK/STAT 3l #5410 0 57 , 8 2 BHL o7

RE A JRE T A S SRS T S A0 330 158 B B — R A 0 ) 550 4
HERBIRIT AR AW T, BB BN & F 5HE AR,
CRISPR-Cas9 il i 15 5 CFH/ARMS2 XU 25 {37 1 PR A 36 /b C3b
PURR, T 2l wAMD , 17 22 00 38t 1% 98 1y 70 38 3 2 Bk fb 4 &
i NF-kB/STAT3CNV R/ CNV 1AL, 33X 86 58 B 1 0F J8 A
AT wAMD R YT 5 i 1] 22 M AT TIOR8 A% B B AR IR T, R 2R
0 T 245 60 00 TR R0 3R 97 2 B T A L

A% 52 1% BRJEG T AE 1L 45 1 5 005 i R YA 97 LA T VEGE 25928
2, HL A SRR AR A A R 39 0 R e [ B AR
B O ER 2 25 0 08 A R ST 5 R A 41 1 ) 38 e L U R 4 8 T
SN H G5 R C3 55 JCHERR [, 0 i M A R G5 3k T B T
7 Jik 46 BB 2 281 4 S AR 95 5 /0 43 4R E o T B JAKS
STAT 3 % 45 R E A5 5 5 5 3% 18 R Wl 5 MR P9 19 98 0 2 3, o Y
S FIHIR 2 R L Y R S A A R Y G
PEOT A, BEL W L Ty me E I 0 R CNY i R 1) 38 R T 40 A
(mesenchymal stem cells, MSCs) 1 38 i 43 3 £ Fft A= £ IR F 1 41
it PR = 81 1 R O B 4% SRE S L, 0 R A LA A R AR R R
&5 5 R 4 4897 30k B G o 52 007 B0 36 TR0 &, % B30 3 TR &%
Fa 47 58 1) 203 L BE A wAMD AT S IA A4 (i A5 2R B R R Ok
B W BT sy (B 2) .

/AW, 1 :
| HHCIIME  BUCSEEM TR ARmEEs

ARNEAT  WEERE a
' ’;'._,
& I ﬂ,‘f‘ A { ot
“ Q o ; e
| @® ] .
] ' l : :
: HbC3, CoMiE | (
\\\K \i . SR S menres ks ARTSCN REET Gog | DN
NEKTEAE JaK2WMHE PGERNL-10
s omem immaw
ih AELRARNE CSaMACER | 1 1 l 1 1
MMAE  ASTATI Y LTS ;":; 2‘2’;"
AMEME EE NFAE AR
VEGF. Arg-1 | 1 l

RRETF: IL6, IL-1B. INF-a. IL8] e

HMHEF: IL-10. TGFB ¢ e

PR AR |

"\ mMVEGFRiE

FHURPEIXEREHG

B2 BHoiATHBFHEnEEFERBELEERKBHBTIAER
[ A=W B2 38 2 [’ A (https://BioGDP. com) 4]  VEGF:
I8 N R A T ANG - I8 A2 B3 s MAC B30 &2 45 4 s NLRP3 .
NOD 22 (R #IE (1 45 AH DG AR 1 3510 FHAN A 5 INF. T & ;
TGF 5 AL K 7 TSG-6.: M SR FEH 75 2 F 6 H 11 ; PGE-2:
HIFIIRFE E2; NF-kB: % K F «B; CRISPR-Cas ; % K 0 1] J% %2 In] 3¢
P FIAHRE A AVV  JRA SN T RPE MBS 0 3R 1
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3.1 BGEHLRZWITAL

ZHHT VEGE 259 4 45 B 5 [ i 0 DU AR BR SRt | 35 Bk 20
BUFERTE | BT R PG A vk 3PS R B BT A UK R e
RV Hop B BB B P R E AT A, X
VEGF 2545 (A% 0o DL 2 30 7] S ot 285 A o, G ] 428 97 38036 4
FEW R VEGF A 0 RAE R 05 S 9, B TE 3% R il
H A, M VEGF 4545 N3 1gG Fe J B2 4 T, il i 45 &
JEh Al VEGF . VEGF-B K H: PIGF, & ¥ 1 il 1l & A= 1% (0 1
R,k B TG B B GE o [F A AT R VEGFA AL AY AR B 2
(angiopoietin-2, Ang-2) , Al . 3 JE K T VEGF 777 1 4 [H] b& =
3~4AH, BeAh, G P Bt T BE EL A I T 58 RE T B i 1
o Ang-2 /K Tie2 ZARFEHIF, & 5 30l & A R 8 AR AE I
IO, ¥ Fik UG BT 1 3 Ang-2 3E MK P R ERE E 0L R
A K38 0 A A0 M 8 RS A DT e 8 R
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