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Abstract

¢ Diabetic retinopathy ( DR) , which can cause blindness,
is a serious eye diseases. Diabetic macular edema
(DME), often causes irreversible vision loss, can occur
in any period of DR. The treatment of DME, including
laser photocoagulation, anti-inflammatory therapy, anti-
VEGF therapy and surgical treatment have made great
progress in recent years as the researches on the
pathogenesis deepening. The innovation of minimally
invasive technique also proved the surgical treatment
more convenience. The joint application of a variety of
treatments, also become the main trend of treatment. A
review of the present status and progress of the
treatment was made in this paper.
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3 PR P AR 0 JES395 48 ( diabetic retinopathy, DR) & ¥8
v LR MR U BRI 7B 28, 3 RO o) J5 ) 8 B i, i Bk
9% ( diabetic mellitus, DM ) $5¢ % UL 5™ 5 B I R IEZ —,
WIEREZHL R E R B WEE R Ea s
PR UCHTERE R R b, o b 3 B AR
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Fo (1) 0 R ' RS T R T 3508 0 A AR v A L I
PSR AZ 25 (L FE 1 e 52 AR Hh AR AU /0 1 T I 4 AR
B, M AN ZE L IRAE S8 5 (2) (]I IG BE A1 o JBE bk
2 J P A 2 BRI A, PTofE FR T 2  E 5 A) AR ] E
TR 2 T STk 4% 5 R A0 0 A 68 P 2 0 R A B
B L AR, % i e SECR A F e S B0 TR YT X N A
A S B EE R IR T X R, SR A RN Bl bk S R
PSR , /INERIK Y 5K 28 A, 78 5 FE AR A K 43 B3 i 4%
VIR SUK B L (3) Sk R 2 T A i A P ZE, AT
Yk /0 T PR A I 2 T T A R D K s (4) e
P41 76 &40 DML A5 TG E 3 DX, il DRI s S 7 A 14 0 A
BN KA K ¥ ( vascular endothelial growth factor,
VEGF) , LLTRB: 3 4= 45 B B, I i A 8 0 (5) Ot
EBEAE B BP0 U1 R0 37 B0 W it 22 (8] T o — 3 B e, DA
FH L B 20 055795 0 IR R S I 2R A ¥ B o0 1M1, BT
WA B DME B9 A%, AR 1985 4, 56 [ [ 57 iR
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BRI CEE IR 7 A IR U f #, (H BE 35 46
5T R IR RS 254, AT e AL T Bl O ) 5T 2 ¢ £ R fik
SRR T AR A S R PE Y, BT R BE X A5 A R Bk,
Lundberg % % 3 DME 58 & £5 55 8 A& SO 16 T 5 8
RE DX A0 o) 55 111755 A AR AR KK, 5 BRE Bl If JIN 7, Pearce 257 D01
HRIE T BOGIRTT I B D 32 B AT, 2 15 00 R o
U BURREE T R A G TR b O 2 I AR R B 5 A AU
Bl ol — 0 A SO B R B8 iR T DME A&, AT
A3 ER A U I A IR R E R R
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VEGF S I3 9 B 4 A K T 138 3046 5, Ly
A B B 7, 2 — b v B 4 52 0 I P B i i 22
HEVECF I FREA 7 10, 845 VEGF-A B,

C.D.E F AU A K F (PIGF) , Hrfr VEGF-A i H.
T, TAEAE 4 FPF AL . VEGF-121 165,189 206, 75 A4
T VEGF-165 ERIXRZ MW Z — GEEZEEM T 1
BN B AN, A I P B AR L Y AL i 48
B

P VEGF 25438 #1 Bl 1k VEGF 5 H ¢ 5 1 2 1k
( VEGF receptor, VEGFR ) 45 45 1) 5 5 95 3K 5 1 D\ 11 417 o)
A M AE AR R B T, R T IDk 285 FEAOL TR0 B i A % s
B DME, HAIN ST VEGF 254 £ 245 . Wk infth J& 4l
( pegaptanib ) . B Ek B HT ( ranibizumab ) | 0 f& B $ip
(bevacizumab) B #H P4 (aflibercepe ) FIFR E B T4 & )
FREFAPE
2.1 Wrinf 2 sk W Nl JE 4 ( pegaptanib ) J& Eyetech /A
AR /NG F- T30 RNA 2840 VEGF il 7], ol 4% S R 45
& VEGF165,2004 474t il 7 56 [ _E i, 2 e P3R4 T
IRFHHL VEGE 2547

Ishibashi 25 4338 T pegaptanib JA77 DME &) H A< 1
WIm KBTS, ¥4 243 ] DME 35 BEALS3 N pegaptanib ZH
FMBE S 4, 6wk #5232 — IR YT , FERT 24wk [ XUE B B
XFA RUAEHAT T VAl Z 5 TP bR 25 4 22 3 54wk F-Xf 42
LVEHEAT VAN, 45 5 oK 24wk J5 4 ETDRS #LJ) AL
FEASHRELR LS 10 L) |, pegaptanib 414 20.3% R FAK
o 5% AN F RN 2 B 5 A SRR 7 AH OC I 5% B alrp
JEHRHBANIE , Sivaprasad 25 BBFFE 45 J 5 H—3, nT L
pegaptanib 16Y7 DME J7 %08 U, i A AR 4 19 i 52
{AJ& M F pegaptanib i HL4LHT VEGF 165, % VEGF 1) H:
i SRR TCRIL, AT L AR E Al A R A
2.2 EREH %Efﬂiﬁ?ﬁ(ranibizumab) & Genentech 2
AR SR N TR A i R AL B s BE BT VEGE Bt i
Fab A B, B IZ 454 VEGF-165 K H A Jii A VEGF-A
WA, [ 2006 4E7E 36 [E LT Ok, &R0 H TR T el
7 AEE B SRR A R e 2

RISE #I RIDE #3582 P2 AT — 20 2 ol (BEAL
XU B SR %8 BRI R | 398 R AR 5 I 4 4 Bl 15 5 (1)
F| 48mo, 7£ RISE W57 i, R 1E 5 41 .0. 3mg ranibizumab
ZH 1 0. 5mg ranibizumab 20 BCVA BE=15 NFEH T
B4 K 18. 1% 44. 8% .39.2% , #£ RIDE B 5% H1iX —
F 50 R 12.3% 33.6.45.7% ., 45 F3E5E ranibizumab
R TH I i A  BRE /K i, 42 15 DME 5 AR 5717, Leicht
S5 e TR LA D A RE K T 14 T B R A A
H, 18 ranibizumab J5 18 3 B8 A9 SRR D, (HE
XTI B BB LY DME S, 1] ranibizumab JE1k 2
HEIIRE , Douvali 250K 49 ) ME 3% MR 4 7L 2 1M
1 BB LN B A PR AEBR L2 (n=32) Sk il
#H (n=17) ranibizumab J5J7 J5 6mo & B, A Bk 1fiL 20 ¥
(VA) FIEBE UL MR EE (CFT) A3 3% o3 , i Bk if 41 76
BEVIH 6mo HL CFT A7 WL FEAK, T VA Y238 oGt
=

Yanagida %5 WX} ranibizumab &7 DME )45 %
SVEHEAT T VPN IR AR 2459 ] Xk G 1fiL 48 = A O
WURESE | 45 FE T XU 6, RSB T R 7 25 26 2 1
7R TR TE K 12 i ranibizumab BF 340 s FHHEHR
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HB B S A AR | 17T A 7 7R 1Y) ranibizamab H& A
R BTl R R 2 5 A & F LI, ranibizumab
1GYT DME g2 240, {H 2 v XURS 33 25 4 10 S 3 e
LA Rk — 2 A ; Chan 282V HRRIE T K5 (2mg) 1)
ranibizumab B BB AL R 5T B (SR ) B R 1 s 20 7T
iR AR RPE #5528 (0 KURS: , 5 SO0 I 8 €5 22 1 K it
B ; Al - Abdullah %7 g5 35 Hy B (i 4k O 57 & 89 £
ranibizumab , (H7EH & (9 SF B 10 B R 22 R
JeiEn AR R KOS . I mT O {8 A ranibizumab BF B 255
T8 A BE SN, R R MR AR,

2.3 Nk BHm D1 1% B $i ( bevacizumab ) tH 2 M
Genentech 23 &) F| A 28 H T 72 7+ & 69 IR Ak 5 50 B 31
VEGF &K F B, T 5T VEGF-A 2Z 1A% 4 X Sl A
454 BHIE VEGF - A 5 H A2 (AR B4R, DT P I
VEGF HyAE#iE Y434, H T4 ranibizumab 391 7 3
57 1 Fe B, B AT Ao iF B8 K i 1 4 (al B
T/ T i S AN S L Yuksel 457 3 g X
i [E 4 DME 2 i F bevacizumab ( IVB) J& #1L 3 GE A1 40
R RE RS I T IVB B 28 4 A 3tk . B IF5R
BN BB AR I 1 B bevacizumab J& |, IfiL 7 7 14 IMA
VEGF 7KF-BH I FEAG, B X 4 5 0 s2 475 f ff f— 25
BF9E . B R bevacizumab i < 41t F T IR Bl IR A
JEAE R R IE N F FF 24 8 3R 97 B A i PR AR T

2.4 fFTEE [T AH TS (aflibercepe, trap — Eye ) Hi
Regeneron /A FIHF & 1 A VEGF Z (&g 41 X 7351 5 A
BIERRE I G(1gG) Fe Bt SR A&, JLF- 1T
I IESS G IR VEGE RGBT A NG, %258 T 2011-11-
18 #¢ 36 [ FDA #ttife b viv, B A ik 7e 3547 W4 i R F
T Stewart 55V WFST K BLBEES VR S P9 1 5 aflibercept
JeML3E VEGE #e N K, LIl PR A9 41 FH IR 18] — fc 45 2
it 4wk 5, BT Fe BB nl 4 B 24 5 AT IE
P R AT R B N B

2.5 FHMWE FEAAVE Y ( Conbercept, KHO02 ) f& — i
VEGFR-1 &5 VEGFR-2 R/ 5 N sk H Fe Jr B
RENEHAMNEEMAOMEGEN, ZL4PWHELE S VEGE,
SEP PRI VEGE 532K %56 3 B 1L VEGF K% 52 7R
I, LA ST RPN IR YE VEGFR X} VEGF-A 55 1)
SR, H AT 4 A % AR A AMD % T 8 ( Hope
Study) A Il # ( Aurora Study) I R AR I 5 A 0

3 KB

H AT A E 2 A ML 238 (TA) R FE KL,
IS HL AT RE 2 B T 2R mT 0 ] A6 A DA 1R 3 A8 e )
PULRAEM T VEGF Ry 33k, il MR P A= il 8 | 12
I =90 I 6 5 s B REAK 52 A 2 G AR A B Bk i, {HL
PR TR B T 2% 4 B 1 FH IV R0 K T 30 e A s 3 59
TR A A 4 B FH 245 19 1,200 , R F R 5 20R 1 R 44
257520,

FEAIGE ST 52 9] 52 HRAT 4mg (0. 1mL) TA 3555
R, SRR I 7E IR 97 5 3d R IF IR THIR ,62% (32
MR)7E 2 ~ 3wk J5 MW, Jm 02 S 8058 42 2, 75% (39
HR)4 ~ 6wk JG WU ,65% (34 IR )4 ~ 6wk £ FFA #45 C
POLEBINSE I BIAE, 13 #l8#E FEIRYT 6mo J5 K

866

fhneE , B TA VRS R R, 6T 5 IR R & (20 ~
30mmHg) # 15 17% (8 HR ), 1 ULk B8 4 s 19 5 TA mf LA
TS 01 P A D R A TR A, YR YT DME, T
HEEHZ, Allergan A F H LT A T 0. Tmg Hi ZERFAPE
BE PR IR A —Ozurdex , I 1 77 AF A B B8 4 ¥ 5 1T 2212
T 28 K A, © 9k 25 [ FDA i T DME 3497,
Medeiros %5/ %t 58 il i T DME 51 AL G% T K& A MER
P B BE K M R AT B R AR A S S K A % T T )
Ozurdex #EAT T B BB 57, 5835 09 39 25 B8 v o0 1R
(FT) JL 2% 543. 24 +156. 51um, Imo J5 [ & 346. 82 +
123. 74pum,3mo J5 341. 12+129. 64 pum ,6mo Ji5 3% —Ek i
JERENE] 420. 16152, 15wm, FELL I AERF IEM S BCVA
90.66+0.36,1mo 5~ 0.52+0.32,3mo J5 M 0. 44 +
0.27,6mo >4 0.51+0. 31, 7] LB B A s v Bl ZE KA 2%
R FIRIT I & ME A PR B BE K b 22 445 %50 HL 4k £5 B )

P A R A 2R AT B R A R R L (N B A IR O
EUG R IR L 3 ) 2 iR, P BEINEE DME B4 %
BEBI L4 % £E « Anayol 25 FI] FH R @0l 75 22 3% 1) W 2 2|
4mg/0. ImL IVTA 4711 DME H 3% HRE 3 ik ( OA ) 4 Wi 4 31
VB (PSV) , BEARAL I B Je 3 ik (CRA ) PSV, X 5
Shahin %5 BFF 7 A0 45 S — 30, 3% B8 A i P9 7 5F TA X AR
ML BN S 24 B 0, Sonoda 257 3 i WLEE TA XF
DME #8225 IS BE /Y A8 Ak , o T A 4 J DR T K 4
DU, 36 Hh Pl IR I SRR e A AR Al T UK 4% R R
ik, REERIE— @ FERE b BRI T HIm PR H
4 FRIEFT

A5 P2 DY T RET) B AR D B AR 1) 1 B )
BB AL HALE W] 68t T 5K AR T YIBR R B 38 4k,
T8 5% A& A BB 1 10 , [ s Y8 1) Sk B R e 34 o, R
o0 R R AR VAR HHE N T B S AR s | D S R o BRI £
Tia) 22 A TR AR BB K i SRR F T AR BSR4 K
WIEA—,

faf gt AU LY A DME 5235 16 1] 16 HR AT B34
FAREA N AW E , FARF 85 2 17 &0 E 11 IR
(68.8% ), H BE/K I W] R 15 IR (83.3% ), 45K W
I FH B AR DT EN A 9 IR B8 BB AR YT DME,
SR Simunovie %557 2 G 8] J55 1143 B 20 240 3% 3 A7) B AR
TRYT DME B R0 FA 20 B9 A 11 T4 S AR i Y
WhgE (I 7 BU B SR DI R AR 5183697 OEIR YT Bk
T A fl i S O 2 I B AR T RO IEAT T R, 4 K
PSR DI BRIBE A P A IER BR AR 5 Bl 3 B U B R 1997
ROHAT T R 252800 2 B, AR /DA UE I8 SRRt B 4
VIR AR X DME S5 (9 B 5 AR S B2 o | G T e i, Bl
RS R VIBRARAE 6mo B (R B A F3#4006 3097, (HAE
12mo A XAERIRCR . IRk, WA UE 4 2% 1A 3% 55 1A 1)
BRA LSO IR T A AR B AR o] AR R AR YT
IR ES A BE I O, R IR IR ALIL F AR DT 2K,
5 BK&I&IT

AR, Z TR AER R DME 3R 97 8T 245 0F & 1 [+]
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XA 0 FE P 451 05, 90 I A T PR 4P A RO JBE SR .
5T VEGF 295470 22 245 ) sl 5 OGO B, BT R 25
PR HOLOLEES

Liu %655 6 3 58 40 )i 200 5 bevacizumab (TVB) 5
ISR T3 5 bevacizumab BX A il %2 23 18 (1IVB/IVT) i
§7 DME BURCR AT T Meta 737, Ze44 A 6 AL XT AR
B TS AL ST 7 IVB BRI A IVB/IVT i
PR IR R0 FE—E B FE b IVB/IVT 45 53097,
TEFEA CMT A RIES A Y8 /D bevacizumab 3 25K 8, MRER
AN PR TE T BB MR K U S T AP B VEGE 25 )
(bevacizumab . ranibizumab ) BE-&#0OC G EEIRTY DME 194
Pk S A DME 25 60 1] 96 IR, #1697 J5 5708 A
2 (BAAiEEE) (B 41 (1. 5mg bevacizumab + 306G EE) L C
2H (0. 5Smg ranibizumab+3G G EE ) , WAL =487 AT IR
J7JE 1.3 6mo M 87 IEHL J1 (BCVA) (HRJE (10P) | B
DO UEERE (CMT) A I 55T AR 148 ( RNV ) 3 U T AR
AL LI (ERG ) B84k, 45 2R Bl B C 4Dt HEfiE i
B AT A 415 45 B[] 5 BCVA ,CMT J RNV {iiR 51y
LT A4, JEHAE C 4L 5% ERG b JRiR & T A 41, 1%
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REAROCBE T e BB, U %o 4L 0 2 45495 , D20 - A
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BE)15 B 15 0, 25 58 S UK A 2 B A IE AL (BCVA)
o TN BRZE 5 AL O SR £ 1L ( RNV 98 3 T AR/ T 00 iR
20 BB DX I BB JRE B2 ( CMIT) R 0 AL 5 I LI
B PR OCRE R T X BRA, T DLBS AR IR 13 5 TA B G
WOLLEEIRYT AT LU0 B e i, 98 5 REAK i
PR, X EERFR B EER  DME (G R YT AT ReL T
B30T (R AR IR G 7 58 SR IT AR AT SR AR A
ARl PR T i — AP BRI
6 INGS

FIRTA < DME 893697 7R AR 20 HLAS A F ik AR
WOCRIRTT B G bpifi  EERSE 1 1 HL W B2 4 A AR
SR B R A AR s BT VEGE 25 I BFF R A — o
J¥ ) DME S 2L e Je ik TGS 5 B AT 1k
FATXHZ LG BRI 7 BT BeA B 2 % 5 B K
W 2575 R (3R T S, 0 AR 224 B0 1 9 VEGE
254, 4 58 AL I AN T 3B H0 58 245 W) T ) R R 5
LI AR MR T i e J2 3R AN REZ ALY 5 15 DME 1Y
RIRALH —#F, DME BRI r e — 2Bt 2 RE5M
TR T R 22 1)~ A ) ISR T BT LASE L BT
W :DME AL & BIIRYTT S 510 & LR 1 I ER 5 A
I7 XA A AR DME V657 &
SE
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