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[ Abstract] Diabetic Retinopathy (DR) is a chronic, progressive and potentially harmful retinal microvascular
disease that is associated with persistent hyperglycemia. Without timely and effective treatment, it will seriously
damage the vision of patients and bring great inconvenience to their lives. The development of DR involves various
mechanisms such as blood-retinal barrier damage, inflammation and neurodegeneration. Intraocular fluids, including
aqueous humor and vitreous fluid, can directly reflect the changes in the intraocular environment and have a good
indication of the progress of intraocular lesions. In recent years, the changes of various cytokines in intraocular fluid
during the occurrence of DR and their influence on the disease course and their changes after treatment have been
widely studied. This article focuses on the changes in angiogenesis-related cytokines such as vascular endothelial
growth factor, placental growth factor, galectin-1,angiotensin 1 ( Angl) ,Ang2 and inflammation-related cytokines such
as tumor necrosis factor-a, intercellular adhesion molecule-1, vascular cell adhesion molecule-1, monocyte
chemoattractant protein-1,transforming growth factor-g,interleukin (IL)-1B,IL-6,IL-8,IL-10 in the intraocular fluid
of DR patients, and the changes of these cytokines and the significance after treatment in patients with diabetic
macular edema and proliferative DR to provide potential targets for exploring new and personalized clinical treatment
and theoretical basis to improve the prognosis of patients with DR.
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B 5 A3 P90 [l 72 ( diabetic retinopathy , DR) J& 4l IR A L
PO WL 8 5 R , 42 93 72 ™ T AR B AT 43 oA A G A R IR A T
45 2% (non proliferative diabetic retinopathy , NPDR ) I 3% A= 4 4
JR I A0 I Ji5 95 4% ( proliferative diabetic retinopathy, PDR) , M JK
W5 B BE K i ( diabetic macular edema, DME) j2& DR B # ¥ 11 5% it
BOEE B, B R IR R TAE AR . AR
71, P& R B H A G B R, % NPDROPDR J DME iy K2 I A %
RITARW EE . AET, X EEE NPDR (PDR Al DME {96 47 J5 7%
T AL PN N B 4 K [T (vascular endothelial growth
factor, VEGF ) Ml B¢ FUM R HOCICEE T RS BIHFTE— &R
B SR AT SRR DR E R 3R 8 R HUS 7
TR A H 2 o IR P i i TR K R U e IR
PRER 1B ALK DR 3 J FVA 9T BOR A R R FE T, T EL
AT IT R DR B A EAIRYT o A SOK X DR A 25 IR Y
{55 DME #1 PDR & Y7 [T /5 40 M B 7 1 8L AT 4538, A
DR #Y I R IR YT $2 (1 BSR40 o

1 DR Z¥H#HLH

DR & B AL 46« (1) il —#0 P IR BE B il R DR &
419 1 -0 L B (blood retinal barrier, BRB) i Ui 3 4
VAR 2R L, G045 PN B2 40 M 34 4 1 B8 IR ) 40 i 25 < 00 ik i JiE 4%
JE o Hrh JA A 2 O S (6 G S I Y A T DRSS, AT 2
PO R L, 2 DRV B R IR IS R B [R) I, B 4 i
P B 200 P 1 R AL 2 5 50 0 0 4 L 28, 400 I JEE e 1 e
KA S T 1 (hypoxia-inducible factor, HIF-1) ik £ %
S VEGF A3 7", it 10 412 32k W0 190 J62 35 28 1 %5 2 5. BRB
PR R A 2 A1 R W0 | R i BT S5 ) 8 Y, S B0 DME B9 & A
(2) RAE HANRBEAEAE DR F 00 10 45 T 2 19 3 78 e 92
BT LU BOE AN I P ZE 5 S R B ET R #F VEGE &
KPECMAY T L AR B A I 4 16 B L 1
L, 43 W 2R e R 77 o R N T R i — AR 9 4%
15¢ S N7 >k 1 i 5 98 W, AR iF DME (19 4 A= Fl DR e, (3) f
ZARATHEAS AR BOR R 2 0 B 53 IE W] DR A AR i B Y
BT M A 2 5 DR R R . A R B 19 E LR
Pz AR B (9 3% 25 T LU0 VEGE, [, bl 28 58 1 451 3 IR
5 40 0 D i o £ L 7T 530 BRB bR

DR B &S LT i AN 58 A2 28, (HC AR LAk 3 R pL ] IF
ANRBMAFAEN, & F ORI ZE B4 ILF S8 DR k4. H
rh B AR L I A RGN S AE SN B R A TE A5 R LR b 2 Ok 4
TR o LA R AT X 5 0 8 A A 56 00 di i R K5 R E
LA 5 B T B 1) 40 I PR3 0 il R AT B A

2 SmMEAREXRMNEREFEN

2.1 VEGF

VEGF 2 — 2670 W B4 22 ik, J2 I8 A= o 0 Il %7 3 375 1 17 =
BRI, VEGE K% M A 51 A2 48 VEGF-A (B . C.D Filfi
#% 4 K R F (placental growth factor,PGF) ,H.Hp VEGF-A 5 F %
PERT'® . 7E Muller 40 | 2 T8 I 5% 200 M A0 400 M i %7 P9 Bz 200

FIFL I (0 2 | 7 (retinal pigment epithelium , RPE ) 41l fiil 25 £
Jgrh AT R E] VEGF' . B PR B B K o VEGF KT 1)
.5 DR #l DME [ % /E 3 & % V), B DME 8 % B8 55 {4 i v
VEGF 7K - 4F 4 b A5 H 3 1R H DR B JR % A8 %5 29 1 8 7
# ,PDR .2 ;K th VEGF /K -4 NPDR 2% 0 25, iX #2757
KA VEGF B ¥ 35 Bif o 175 1 8 100 A b 7k s o 3 i B 4 T i
5 VEGF 25 Z {55 il A — & X &, VEGF 5 I % N}z
A0 i VEGF-R2 45 43, 3 i oL 1% 220 8 ik A6 05 1, AT 08005 %
i3 5% o ™, 1A M A 1) 8 . G 4B B 1 PDR AR
# K VEGF-A /K F % T 47 3 55 B 19 PDR #8 % , iX #%
VEGF-A ] B A A HE 334 58 JB% i iy 1 Z R &', 78 PDR 41
o0 44 5 5 2 o AT R LML I R T2 5 . VEGE & T L
75 5 40 B 18] &6 B B T 1 (intercellular adhesion molecules-1,
TCAM-1) [ 2 25 300 Sfe 2 3k (9 40 MBS 35 . {ELA BT 75 % B, VEGF
AN [ B 1 R[], VEGF165a fig % 42 JF i 4 A4 5, T
VEGF165b I m] 40 i aft 45 A ' o B otk , B 4% H i B VEGF 38
I H 4 SR AR 0L A R B B IO B A R N T VEGE
6T A GURE , 75 HE— 25 2% 18 AR 5636 77 B
2.2 PGF

PGF J& VEGF % & i &, .l 5 VEGF %% {& FLT1 ( i
VEGFR-1) 45 & kB #5 Z F 42 i HHOR 15 VEGFR-2
g4 AE DME f % Bk o PGF /K11 8 T s ) 55 o g 4
L (macular hole, MH ) 5 # BE §if 5 £ % 9 3% 55 /A0 AR 1L, DR i
FH R R D POF L L i &K R Z5, e PDR % PGF /K-
WY T NPDR A X 4R B % T R, PGF K T T
Bio JFH, SIREREY PDR AL, ¥ 1l 79 PDR B % B4 58 1R W
H PGF KE#AK' ™ . PCF Al fig 5 PDR 3% BR AL % A 5%, PGF
IKEWAR T B AT PDR 435 A5 . WFSCIESE, VEGE FIH 45
WY AT S E0N B 40 i PGF i % 5 4 3, Hovp VEGF 3 038 i
MARK #7421 S PGF k1™ 1M 4 % B 0] 2 3 i PKC 42 5K
PG PGF £35"L Z WS iiE Wl , 24 PGF 52 340 i i), 8 bR
3 /0N B 9 2 0 U i A S A ks X T R
PGF #1 VEGFR-1 454 , 3 2 f & 1) VEGF ¥ £ #1 5 VEGFR-2
gE g XU E M TG LL PGF S 3 R S M A 2R 2
Yy LTI R DME (936 97, FL I DR 157 228 9 i 43 28 11 26 9
VEGF 24 ) Bl 41 74 35 A1 HE A 95 35 O 9% 0F SCAE$T VEGE 119 [7] i
FEAER A4 POGF AT o X DME B 2 i I PR BT 55 45 4 o i1
A1, BT R PG 3 [ 5T VEGE il PGF 357 Al A DL A 3 4 A
RGBT VEGF I y7 A R,
2.3 JIAMEEZR

P FLBHBESE R 1 (galectin-1, Gal-1) J& 2 FL W45 & % 4 R
AR A Z— T 54 R E A SIE RS A, 2521
PR TR B R A0SR S G R T 0 N A S {H R
TC#s R Z K", Kanda 287 BF 5% 45 2 @R, DME (2% A
PDR B B Kt Gal-1 7K -5 8 4 1 P s A 5 1 S8 7, 4%
Gal-1 J @ AT AE42 ¥ DR #9 % £ . Ridano %™ i1 % #{ PDR 3
BB R PR OB I PDR BB % 5K 1 Gal-1 4 B 7+ 55
HWIEH R Gal-1 AT RE5 I 45 AR A 6. 7E PDR AR B8 (A
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W Gal-1 45 HKPF R THE B H 5 VEGF KPP A K, %
Wl Gal-1 # [15 VEGF-A Al f 5 Bk 57 4 F A 4 i "
X Vp R B R AT VEGF 3597 B M R IR 2 — @’(ﬂ
AR Y], Gal-1 GBS LA Miiller 28 Jfl VEGF 335, o] i fE &
a5 O MR G A K 48 M (Chuman retinal
microvascular endothelial cells, HRMECs) %} [ff 34 5% | 3 H , Gal-1
7 OTX008 FEWS I VEGF % Sy HRMECs 18 ™ . B 4]
P& AT BT Gal-1 #9148 A2 i AE T, iX W RS Gal-1 Fil VEGF-A
Hy W[ HRMECs iy VEGF-R2 B AL A X
2.4 MBEEKR1AMEZKE 2

BRI HE R 9B 3R - i % 5K R (angiotensin, Ang) — i
#5286 0 , S BOLIR Ang FTTHE [ 56 43 06 38 £ TG JR 98 4%
SN SR, T BRI B P R 40 4y I ) Ang2 2k B &Y
Angl Fl Ang2 $ 2T M EFRREHE N EZEAMME ¥, Angl §
PN B2 4 M A7 O I A R AR A OC, I RR A 0 R B A T RS T
Ang2 55 Angl M1, HLAE 05 AR K R 48 0 i AR R R IR
Angl Fl Ang2 4 7] 5 —Fh 32 47 AE T 104 4 K 40 i 0 % 2
TR W A7 1 Tie-2 256 2k K 358 H A W 300, {2 Ang2 BEAE 3 1
Angl-Tie-2 H & ¥E ™ . 5 (& BEXT BEALM b, NPDR 28 % 1) 5
K Ang2 KO 2 T8, Klaassen 2677 B K Y PDR
BB AR  Ang2 3K BARME IR i AR A B, A P 9 I R 41
11 RS A Ang2 JKCF- A TE L I T 2T 448 ol 8 A 3 T
fe AR R B BE R R Ang2 JKOF- 55 PDR A8 5 BR Py £F 4 i 45 B
KAFY, I HEN BE 3 DR (7] 8% 58 0] 3k g , Ang2 JK °F- 22 i Tt
75 5 A EE A AT 3 A6 1 E PDR AR 35 Ang2 JK 7 FH i T IR 20
5,10 Angl K P ALTE T 3 4, & 78 PDR 8 & B RS (R
Angl Fl Ang2 M- Hr 64T 8 . X W] REHLJE PDR A8 25 1 5 I &
AR HLH, T T A IR T 5T 52 I 9 T (R A A
VEGF-A Fil Ang2 76 3A97 DME iy 2R g DME (9 3697 42
HET B AR

J

3 SRENREXMNEREFER

3.1 MEREEF o

88 2R L K] T o ( tumor necrosis factor-o, TNF-a) & —Ff 32
WG EEL A Th 40007 A0 F LA REN R, 7
NPDR &35 77K o, TNF-a 7K 7 B B 5 T 5K 8 DR 19 8% JR 0 58
% ,H PDR 411y TNF-o /KF5 T NPDR 241 . #[F % 5% 48 B
A BB DROBE IR B 5 5 B DR AR R % BB & A L DR 41 7K
H TNF-a 7K - 15 F & A DR 4 41 7 % 5 4E FR 19 NPDR il PDR
% PDR 8% ik TNF-a /K258 F NPDR (% X1
B DR GEARER , K TNF-o K7 ST @t ds , AR
DR 8 3 LB A P, TNF-o K 75 A G BT 58 P 32 B R [ i
4, Boss 25UV BT R W] DR B H BEEE AT TNF-o /KF
FE T AR IR G B, (A 4E NPDR B 3 8¢ 38 0 i b d il 31 7y
TNF-a 7K 75 F PDR g2, i Loukovaara 25V B} 5% 45 5 M
B ,NPDR 5 PDR 3% B¢ 85 A W b TNF-o /K F 22 5 K43t 2¢
B, AT X R BB R St R A B T 40 A 5 RN AS S
PDR % H) = ALH . B 4K NPDR 5 PDR 3% Bl 55 {4 i

TNF-a 7K VA7 7653 A5 #E— 42 BF 98, fH DR % Ak DR &
FIR N H TNF-a KT E 2B B, X b'ﬁ%ﬂﬁ%ﬁk
FAFEHIF-1a S TNF-o FhE A X7, ks £ E0,
TNF-o AL AT LA i p38 MAPK 3 % 51 &2 BRB D fig i 31,
AT LA S 40 0 4 T, 5 SO0 IR G 40 B e 2k Y AR
P AT TNF- 2590, (5 55 58 14 s 3 S0 440 0 5 3% 0 38 97 M9

DME % RKBA G2 8 L 45 17, 5t INF-a 3597 19
I PR RAT 75 1k — 25 B0 IE
3.2 4l Bk T

21 it 16 &G [ 4 7 1 (intercelluar adhesion molecule-1,ICAM-1)
T LA G 0 5 00 0 o PR 2 2 ) 286 R R 6 9
TP, DME 5% 53 /K R B8 1A o ICAM-1 /K F 8 4
5 PR B2 SO R G AE DR B3 TH s, BT R R 5 DME
FEE R IEAN G fE A B A PDR R P A 82% nl 15 4
BB b R B ICAM-1 53k 1, FL PDR 28 4% 85 38 (K% h ICAM-1
K5 DR BF M b T Y X e g R RR LT RS
T DR R0 R, BS54 R A 6. A0 R, 5
H AW 4 50 ICAM-1 mRNA F1 2 (K 7 7+ 5, 36 3 B
— B8 5 ICAM-1 B N-WESE (KA 56, 76 6 F RE 98 400 f8E 3 1k 19
KA Z IR0 2 05, A0 2 T ICAM-1 K P B A% (E I
TR R A 75 it — 25 AR
3.3 A R AN M B I T 1

L% N R 40 I 5 B 4> F 1 (vascular cell adhesion molecule-1,
VCAM-1) 2 48 BRI 1 5 IR Bt 2 — , J2 38 7E I EF P 2 R 58
AR A M 3, JE DR 48 5 L o 0 1 B A E A R . TNF-o RES
PG VCAM-1 3K, 25 M4 T4 | 4 % 805 A 0 BE e 1 | 11 200
i 950 4 2 B BB A R . 6 T DR R B KB VCAM-L Y
MR . TEB KW P, PDR B # VCAM-1 K 8 3% % Tk
B PR BB 7 A TE B 98 A Y0 B Uk B (B (AU VCAM-1
VI B/ B B VR A L) )5 L 45 S A R, PDR B VCAM-1 ¥
3£ AR T o0 R A A 2 OB DR G AR 1 L 0 T i
] VCAM-1 2235 {H AR FAHLE 4 S B 6
3.4 MG ER 1

HAZ A0 M # 1k % F 1 ( monocyte chemoattractant protein-1,
MCP-1) 2 5% 240 0 5 0 240 L 1 A 0 £k TR0 -, T LA 3
RIS AR . 7E DRI % i B ep MCP-1 1] R 58 3 3 £k (1 40
I 0 5 40 P 25 20 0L PO 20 L 2 R T < o L 5
SK AT W0 B Y B i e 4. PDR R B K B B UK
MCP-1 7K B S5 & F A W5 IR | %, HLEE &% NPDR il PDR &
Bk o MCP-1 ¥ J& LU AR B JR 7 AR BE NPDR H8 3% K b g
K X 4R R MCP-1 25 7 DR B F2 E B . MCP-1 Jh
FATTAE S DME %A 45 561 . fH Bk of MCP-1 /K S A7 18 4
B, T ARG N PDR H 2 B K RE AR b R I 5 MCP-1 7K %
TAEWE A B E S MCP-1 75 DR AR IR P 10 K 7 R
o 175 T B 1) 52 WAL APY o Ak B2 BT 5
3.5 FALEKET B

AL A K H T B (transforming growth factor-p, TGF-B) 5 4
M B A KA Ko A RRTER W, TGF-B AT 5 3 2 Fh A [l i 42
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A I A B — 7 T 5 ALKS 45 4, 3G Smad 2/3 WA i 0
T B 20 A R R B 5 9% — O T8 1 ALK B H by ) 52 1ok 75
S Smad 1/5/8 HAS A% 57 S50 7 3 17 412 39 P9 g 400 0 344 4 0 . %
AR R S R S HLEITE DR K A R R AR
ti. TGF-B 7 NPDR % 57 K v & 3 T ™, 3 B 7w o 77

KT DR # & 4 M W IR 56 B AR ( panretinal photocoagulation ,
PRP) 5",
3.6 HAMIANZE 1B

20l 4 % 18 (interleukin-18,1L-18) 5 DR 2 2 & M

Wi, HeBE 5 B caspase-1( caspase-1 A 38 iof 25 it 48 i /N A4 OF 35
1) 175 T, #0% MAPK 4% [ F «B (nuclear factor-xB, NF-
Km%%@%%ﬁﬁﬁﬁﬁmm%HABﬁvarWﬁ%w
MR S, R A A R R, X AT RE S DR gk %ﬁ
—E KR, PU VEGF Ja 97 A nl e w] LLRR A IL-IB KF¥Eo B
FEUEH], R B DR OB R s B8 F K B A p TL-18 7J<%Z%Tit
WP %2, 3F ELE AR ) R 4R BRI AT 42 R, PDR R Bk
IL-18 /K F- B & & T NPDR i %", PDR M % 3% B 1k i
IL-1B 7K P4 4 R s £ % 5k NPDR J % o] g 74 5 1 48 7%
IL-1B /K75 DR R A K. R HLZ IL-18 xﬁiﬁﬁ%ﬁ
F L, AW KB, PDR B3 B2 T 1 4 IR 8 B 0 B A 7R AR I
R Y IB E7E/EAE DME Y PDR B # P X L& B W
WD HEBEK MR Y . X 3R TL-18 32 4 BT R A R N
PDR, JUHJE /£ £ H DME [ PDR (% 5 224 97 8 0, (HA 55 K
ST SRR B YT AL .
3.7 1IL-6

IL-6 fE R 5 s e L i S AN RN EERN 725
DR ) & & 35 4F 2k © 8 kiR Y7 DR 259 I & 09 75 H %
Z—. DR B F Bk IL-6 /KF 15 4 5 DR AW JR 5 58 2 4 L
B T, ELBE DR I DR ZH 81 B DR 9 X B 4 1L-6 7K - s T
¥ 1 PDR 1% NPDR 41 #04k: DR 407 W) >, DME B %
59 DME B # A1 T 3 2 %, H VEGF-A /K15 IL-6 /K-
AAERDY S HALA B F 3R [ A %, Bozkurt 45 BF 5 R
PDR 8% Ji K i 1L-6 7K F- 5 25 5 F 4E 0 IR 96 & Fl & [ DR Y
PR i 3 #278 IL-6 Al fig 5 PDR &4 L R T F% ), DR
B B R R TL-6 3k 19, I H A DME # DR B % 37 5%
PP TL-6 -3 K 8 i L fH S MH B 8 BE AT AR A L
PR RV P TL-6 KT 22 R RS iF 28 X . TL-6 (R IR P i
B 7K R o AE DR o (9 45 S M A5 5 — 20 R SR E W . TL-6 7
DR &9 i 7 A AE A2 4 1, 7 W 53 3 3 Y TL-6 X M PR 9 7R
I A AE R AR L RS X T g IL-6 2 5 A {E
T Gl AT Y
3.8 1IL-8

Gk 2 I VA B 240 Y R0 20 I I 24 i 45 24 T 5 A TL-8, TL-8
1) 32 LA FH % P R 40 B R AL RN TS T 4i M, AH W) R AR
BRI DR 82 AR 28 DR B9 R A% 58 % # He, DR R 3 B K i
1L-8 /K- 8 % 7h %, H PDR 413 T NPDR 20 3 7} 5 tho 15
DME ) % A A5 5 0 phy 0 AT RS, TL-8 £1 7T i S 42 3% DR
JE R FECRE M BUE I E AN R T, PDR MR BB AW

o TL-8 ¥ I S 3 s T MOH S0 I I R A A AT 4
048 R A RS 9 PDR R H B RS MR i P IL-8 /K F-BH & /& F NPDR
B 00 TL-8 W B8 2 5 MR B A2 0 R, 0 I O R A
ZfER . Yenihayat 457 BF5E % 8L, A WL B R W DME i
SRR TL-8 JKF I 3 R T L I R MOH TG R ) R
TR DME 3% X 378 RAE I AB & DME 40 ) J85 T 8OE 1% 1
B\, S DME 38 J7 32 4 T 2 & {K #% . Schoenberger
4 YR S B, ZE B B AR D) )R 7T 45 F PDR B 0. 45% i 1%
FR2 T =B B IR T, vl A B K R 3% 35 R 9 Hh i IL-8 vk JiE
A
3.9 IL-10

IL-10 o FR 40 A B & BG4 il BB, X g 40 i 23 1k
FER A S 25 40 0 I8 A B i PR A, X Rl /E A AT fig 55 VEGE
FEETHAXL™, GUR A, DR B FH Gk IL-10 ¥ 5 &
b IR T I AL B B 7 &, ELBE % DR B9 I iF & i & 7 T
ISR BB X R TL-10 7T AE 5 H At A BRI
YERT,fB7E DR #E B A R 4F EEAE ., Mao ™ I & B,
PDR /835 B34 R W h TL-10 ¥k 2 B 8 &% 3°JC PDR X #i4l, &
19T & BL,PDR B35 B 58 R [L-10 /K F & 2 5 T MH s
) T S A 2 0T LA, TL-10 5 00 ) 6 T 2 B 56 R AT
AEAK, M5 DR BE MMM R IECREY ., R ERW . ¥
IL-10 5 DA %% G (1) P B AH 40 i 7% e 30 08 DR R BB I, R 68 42

PE 10 5 0L A 45 42, LA O #0 ) NPDR g 1 Hfi i AT fig
NF-«B {5538 B g M il 45 & o X 4 I R NPDR 38 97 #2441 7 31
SARAE 0 IL-10 7£ DR o iy HARAE A 55 dE— 2 055 o

4 DME % PDR G777/ DR BERABK P HEEFRETN

DME Fil PDR % W, 193597 J7 i E 2 AL FE 51 VEGF % J 5t
W WO F AR S, (AR B E X R EIRT %
MU AT, 4y BRI SRR T B B0 S B R W AR .
BRIRITT AR R R B R, MRy LB, W
IR PN T A0 M R 7 0 AT 40 B, 8 B U B YR T O R K ST
DME Fil PDR f8 # 19 i PR AiE IR 28 M 3R K KT o
4.1 DME &7 5 ML P9 3 41 i I 725 1k
4.1.1 ¥i VEGF YT G IR N T4 N 784k $L VEGF 1597
et 00 2 i 4 kA o AR . A IR R, X
VEGF J897 N B 4f 1) DME 3 F K vh IL-6 1 IL-8 ¥ i 45 )2
LA ) AR L (EAE 2 A A 1 IR (2 R HE VEGF 3357 ) 1
R WR gL, I 25 20 DME (8 3% Bk ot ICAM-1.,1L-10 MCP-1,
PGF \TGF-B2 Hil VEGF ¥ £ %5 ok 6 J7 Wi 39 . 3 T F&, IL-6 . IL-8
A VCAM-1 ¥ B 6 8 % 846" . R IA$T VEGF 25 4 %F 41 i 4
TR AR, DME (835 5 WA PG 3% 3 38 0 % 1 25 3R 97
J& VA A BB K Rl % 30, Bk VEGF N [ 2 4b, HoAx & E B F
ToW kA Hd A BTSSR B, £E PDR R 1 37 FEMA PG %
PRI ES G 1A, Bk VEGF-A [ VEGF-B fll PGF /K-
FRAYT R AR LR B G T B T RE S VEGF
ZHh % PGF A7 — & B $E 1 /5 il . Mastropasqua % BF 58 %
B, DME 28 35 76 3 5 BT A 76 3% 3% 38 A 2 i 25 05, s K vh VEGE
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IL-6 . IL-5 IL-1B . 1P-10 ¥ & 3 B A%, HLORVE A HLHI5AS B o, 7]
fES VEGF 25 /£ MUK I N A 5%, 4] DME $& 5 H 4%
Z LR 0.5 mg PRI AR T, 154 2 A L UA
IT 2 WG B B K FIE I WA 5 K o 45 X B4 A, & B VEGF
IL-6 .PGF [ ICAM-1 MCP-1 K¥ 4% FFET 97% .63% .51% .
15% /1 6% ', FERPHE X VEGF HA ¥ 50k i A A I AL
HSE YU, HIRYT S 2R A K TR RE 5 R RE S
3 % 04 TG A R T ) S TRV R BT oG .

4.1.2 BEEFUBERBITE WP AN A2 BRI
W ETE DME 3397 i 2 1 5 8 £ M 9F KAk, (A Bt VEGF J4 97 %t
RAE B F 1405 AE AT T o A R, st ZE K ALl i A 1
(triamcinolone acetonide, TA ) 254 Bz i 38 2 1] LA 3K 403X 7 T A9
AR I B WA WA — & & E E M. Figueras-Roca
1T % B DME 8% Hb SE K KA T IS 8 R B Ak TR R B S
# 1 10(IFN-y inducible protein 10,1P-10) il MCP-1 7K - #4 %5
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