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Abstract

¢ Diabetic retinopathy (DR) is one of the most common
chronic microvascular complications of diabetes. Due to
its complex pathogenesis, DR has been an extensively
international investigated topic over the past few decades.
Neurodegeneration, inflammation and
alternately injury could promote
pathogenesis of DR. Recently more and more evidence
showed that DR retinal chronic low rate could be a key
factor in DR, which is a more early manifestation of DR.
However, the mechanism of its
inflammation is not still clear so far. In this article, we will

vascular
regeneration and

exact molecular

review the role of inflammation and its intervention
mechanism in DR.
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W PR R LTS AR ZH 2L (BB AR AN 55K ) vh 2 b R
PEAN A A 7 A AL IH 5 T, 7E NPDR BF IR ZH 4 & 31
LR R T IL- 18 . IL-6 . IL-8 ' TNF-a 1% 40
Mol A7 ( monocyte chemotactic protein, MCP - 1) & i
N, BT A , 76 B NPDR AOBE IR & IR 1L-8
FITNF — o 197K P52 2 [0 A 16 3 4 PDR Ay 8 2 3
f T PRI BB R v — S 24 PR 0 I 4 R
PEEE -1 (MIP-1) [IL- 1R TL-3 453088 48 kA 5 A 14 i
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NPDR [i] PDR 4 % Ji& , IL—6 7K -5 1 o0 Jl5 3 5 J2 2 &2 1
FHOG, A B B¢ 5 4R P9 am & 9 Rz 2B K B (vascular
endothelial growth factor, VEGF ) . Jif 4f A K H T
(hepatocyte growth factor, HGF) 1L—-6 M MCP-1 By it
ST S RL AR Y DR AR A Rl AR A RO )
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(caspase—3) | 2£ i 4 J& 25 1 ¥ ( matrix metalloproteinase ,
MMPs ) FEAL T LY 77 A= [7] B 2858 35 0 T A0 ik 48 A=
KT (nerve growth factor, NGF) {0 F [ fit 4 H F
(pigment epithelial—derived factor, PEDF) &k B JCiF4E &
2 [ (iron reactive element binding protein , IRBP ) F1 4 4 4
2N, oo RAERE SR IH - NF-«B WAHHEOE , S 20
LI RERR R, g R A2 A
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HH ML N B A0 i R B 2> 7 -1 (ICAM - 1) ,COX -2 #
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S WA AT 5B A 3 B0 W G )2 | B Bk
Aif ( diabetic macular edema, DME) , 530 ™ 5 19 #1 J7 #1  ,
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FICSR 7 I e 2 %) 50 NS4 | I BE RS HE ] 4% VEGE 1)
Fik, 1L—-6 15 FHSEBOE T 3(STAT3) {5 515 5%, i
TR I S P B 0 5 P D 0 A 3 3 P VEGE 26 3K 2% i
SR EHEREEA-5(20-5) MHAPE -1 25 8 ERE
A, 20 77 R 0 76 0 3 M HE N, miR - 146a 76 S HE S5 T
FAI T IL-6/STAT3/VEGF BI{5 54 S, 3 Hi% microRNA
b I B 2RI D T AR T, DL F 427K, microRNA A B A,
AR PRI B LI 2 BT (3R 9T B S, miR - 146a S DR
rh D SRE FRA TP AR R P 7R
4 RAETE X HEZR BB TE DR FRYER

28 J52 I 4 M BB 2R 2 L I B 2200 5 1ML A AR e, S
ZLICIIRE A DR TR T 4%, 3 B S /NI T 4 | Miiller 20
JHLFT R RS S AL, B A TAS AN B AL 45 ) S 3403 3 7
PR T BT R A 2t I B SR R R I, 5 5 2
PR R 0 52 Ze Ra 25 . DR A RAE 1Y e 058 42 2 — i
O T LR NS S5 AR B PR ST o AR G IAA /N I 4 i
B — RN B R RIER N, Z 5l Miller 4111354
4.1 INECFRYAAETE DR FREER /NI A0 P AR 22
RGN G RE A0, 5 0 28 o0 A AR 4k R A0 R0 I
Ko e WL | 2 fl A5 5 45 A v IWE | el ot kAR S S
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H T, DR HR /N 5 440 6 380 B A DT BIL ) o AN 58 20
2, {HXE DR ol b, 3 PR AR S st 15 ) e R 4 /DN e It
A AY SR AL R X NPDR R 35 00 ) I A
BRI LEE 76 R0 A8 IR 2 %2 B0 %) /0N e T 4 e, 7
PDR 3 Y440 | 78 e il DX S8 0038 A= 10 45 &) L 2 30 A
R /NI T A0, O FLEECE B 5 B B A ARG
S R B PR ST Tmo /)N 540 T 45 75 4L
4mo J5 /N TRANMEAR AN MIRIZE . 14~ 16mo J& , & B/
AT RS B AMZ FUBOEZ L R, S W R
200 i s ] R 2 285 1 e o A P 1 A R 3

DR AR 9 155 i) 8 it 51 S 40 B P 4k A i 2 9
ROS ALY 5% 7= A, S B4 4R A A 3 10 A= 4
2, TS T A AN P PN 5 3 S /D B T A0 L,
KEMRHE T, W TNF-o IL-18.IL-6 B & &,
MIP-1 MMPs %5 {2 if Joy 35 48 i e # 2ot . w5l
VFHIA RS T A1 PKC P45 F1 AGEs 1A= s FHERR , 75 4b
A P38 22 ROS VR R 5 — A5 1 38006 40 i AM 5 8 1 3
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fiti (ERK) /p38 22 %453 1L & 1 ¥ Bl ( MAPK ) AT A 1
NF-«B {55530 %, f2 2 /0N e S5 40 B 38 % DA 35 T 2 R
SER T, SRR AE SIS R O DRI 3 e 9 o 6 N
FEANMI N ROS BE IR 5 /1N S ot 200 I 2 4% S A1 3 473 /6 HH , 7T
AEMIAYT DR BB
4.2 Muller a7 DR /& HRBIMER  Miller 21 e T
DX B R SR g s SRR 22 T e R DR B ) 3 I S 44 S
R AE PR S48 A BRB S BE i H A R AR
PRI, X6 400 PN S A 35 1 A ] 1 P #1525 52 ) Miiller 2411 0, 1F
S LA

TEAHE DR BB 1 B8 8 R G 0 RN AR AMUE 5% UE BH , Miiller
B2 1) ap R G A2 o 17 B || B o PSR R 1 < R A S Rl s Ol e
PR AE DR P BEERAE AT LSS Miiller 40 043 04 E 5
41 i 5 M 28 A K T (glial cell derived neurotrophic
factor, GDNF) , HT AL X 2o HA Ry 1EH . fEK
WS MEEIAEE T, S T ALY Maller 200 FP e 5 B 27 4
TR PEE H ( glial fibrillary acidic protein, GFAP) . VEGF
TL— 1 B4 R A 5 Y 2 38 348 fin -5 5000 190 BB ) 45 0 R 3R 1
AL AR oA 2 AL, T B0 R 2 oo R T | A
BHYESCAS AR A AR B, BRB BYBE IR 1 B IL- 1B L]
F Miiller 20 A8 4> W VEGF, #f — 38 BRB™ ™ 78
STZ 75 S BB JRG 6mo J5 Miiller 2 i At 56 [ 22 1543 & 3H
TE 78 AR R o =002 — 5 RAEA &, LG AMA R
¥ .VEGF ICAM-1 A1 IL- 18, X 240 iy K 1 BE % 4] 3
Miiller J 5% 20 ffd 7= A= A AT AR PR 1, DTG 7= A S8 0E R 3K
7 Miiller 40 1 2 fk i 6 B 200 it 22 sk 336 fn 1 i %
AP )2 0 R AE S, PR, T i A S P Mller 4011 S
ML REFEAE DR R & 3 Fh D B 1T BE LW I & 7377 DR 11
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Md, 7E DR o, BB 0T 4 M T e, oA HOR 3 a7
RS I 0T LA b 3R 4% 5 D i e 20 K 1 R AR IR 7 5 R
23k, 25/ e AN | Bz B2 A T 240 i A 20k
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PERR R AR
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] ] D bR RE % 40 ] PR 4 AL B COX A 31 ICAM—1 K3k F
AU, 0 0 ) DR AR 3 W0 I ol st kg 1)
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o LA B F -2 S I AR R R D R
& T PR 20 B 1) 285 BT RN ZH S A E A P S S PR Ul Tie—2
WGBS BT VEGF 1677 BES 1 3 $2 % DME .35 i #L
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6 RESRE
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