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Abstract

Objective: Diabetic retinopathy is the main cause of visual impairment in the population of indu-
strialized countries. Although damage to retinal nerve function has been confirmed before vascu-
lar lesions, the most common early clinical manifestations are microaneurysms and intraretinal
hemorrhage. Microvascular damage leads to retinal capillaries, no perfusion of blood vessels, cot-
ton wool spots, an increase in the number of bleeding points, venous abnormalities, and retinal
microvascular abnormalities. During this phase, increased permeability of retinal blood vessels
can lead to increased retinal thickness and retinal exudate exudation, eventually Lead to de-
creased central vision. During the proliferative phase, retinal arteriovenous occlusion, new blood
vessels are formed in the optic disc, retina, iris, and atrial angle. These new blood vessels cause
tractional retinal detachment and neovascular glaucoma. No capillary perfusion or macular at this
time Edema at the site, vitreous hemorrhage, blood vessel distortion, and traction retinal detach-
ment can all lead to vision loss.
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1. 51§

K HI Ak 5 LA RE AR AF S (0 B P 175 5 10 B8R 2 RE 2 W PR 05 AT I RRE ) R i ki o AR
F R BORE AR R D40 IS5 A5 (DIR), I 2 W9 PR 9 0 PPN B3 73 PR L o 50 28 ) A LA A . 2200
BEERAT MR BRI (PKC)TEAL MR EAL &= YI(AGE) TR . 1L 557K 3R 11 (ANG-II)
75 R S A5 [ 1]

2. BREAPERLR HI(AGE) B2 AL (Advanced glycation end product formation)

T fen MUBE 25 A N AR 2R 100 AGES B I\ ZENE R (14 I A AR K L8 I JORE (LA A0 Y JIEE s A%, A 22 AR 1tk
955 LA S S ok RERE AL ) bk 25 B0 M I E FI[2]. AGEs (K HAVTAR S i 22 A WL ) 4 11F B %o 24 e A 4 21
A #[3]. AGEs HAHMAME I CEE /> T 2 A 7 A0 A S BUML T BERA M PRAIC, P RESHE,  AIfi 3G im 7 1
EREN JEEEAGEEL[4]. MAL, AGEs 5ANRIGHN S A4 255 w] LAl k 2 Fhgi 5 5 i@ . RAGE =& F-
RO, W24 NI T i 2 1) AGES 524k, ‘t/&—Fh 35 kDa I H)E Bk E R R E L, EEAEZS
N TFHIZ AR G5, RAGE AL T-HRERAP & Fhai s B, Flan EWEgni, SAzdif, »k
HML(EC), P WIAHMRI 4, EAE s N i, Faauie, B4, Maller 5T 40 HANREL M
R LR (RPE)AIML, HRIATERE R KM T BEHM5]. 5 RAGE 45411 AGEs 55 | ZF Mt
FRI0 , 1911 p2dras 122 2 S5 0 1) R S (MAPKS) 4%, BSR4 T-kB (NF-kB) 57, EKFT,
e 48 A0 B IR DA KRG B 43 F e 24 S B IR Th e 2R 6L 6] ki S 2B AR IE T, I AN 2 Th
Refifg. REH T2 . (R A A T (VEGR) I 2, IRREEIREIN UL ER LS IS, A
9P, WEYEB . B E SR,

3. & TEEIR{R(Polyol pathway)

% TOREIE AR ARy (L BN R -RE T I SR IR A, e v LRI TR PR 95 A I S A2 K ADoK ) T 208
ez —[7]. A KIS LT S, AR 002 Tl BT aaVE R, EHE I BB(AR) 2 %11
HHRR) B — i R It BRI, R ] NADPH A1 Dy P R 4 6 B I S0 L 2B R . 2R )5 . A NAD+
A DA DAL 0 L R I Pt SR L BB A QU 0 SR o 1T LD BRI — R 2 S RO, HA RSB AR
KM, B GEARETY BL IR ER, TR SERSEEM[8]. t 2 TR LI SR T
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B BERR AL AN -3- WL, B A KAy 3- i eV & W I, IX P R AL & D2 BRI B BAL 7], #nT 25
B SO A 2P ) (AGES) [T J[9] o [R) N B30 5 i (AR) A5 1] BT 4 it ot 8 Ao 08 14D S5 I B 7 DR AT T
I JR AT NADPH FSE T AT B 23 a2 mT FH -4 D6 H IR (GSH)E J5 g (00 4 B 5, (H X L84 D) 7% T 4Er 20 i
P PRI PR 2 e 2 5 FE 2 SRR AT it P 2 AR A 1 ()9 A4 NADPH (1) 32 EEHR I 2 18 1R 4 46 W 1) 20
Ll B it S A B NAD #2520 NADPH/NAD+ LU hin,  1X AN FE SFRon “REsvE” , X518
SRITFR) 2403 4 T B ) 22 AR RS S B R A 5 [10]. BRI, I R g Y 5k A, P24 AGES A BL R A
11 0 5 T SR SR (T B A T8 o B AR AR PR B 80 0 R A A 7RI 8 1 7 A ) SRis 22 e & 4%, mT LA
R I I 2H M A5 15 1 S LR AL

4. CHERRIZTR(Hexosamine pathway)

DR P el B A BRI A ) 7 PSR -6- AR, SRE-6- AR IR S AU MHE -6- T MR = 2 e % i (GF AN fiE AL A= 7
R EIE-6-TEIR . A Rt i 20 7] 4l BREAR (2 B 2R RO R B -6- IR . B ) W -6- R R (B AT 4 N-&4
POt 2 o 1 2 SR R A AN LI I 2 R TR T R A P e R R AR 1 5 A o ] i -6- TR
R (1 2 2 6 - 6- R IR P A 2 B R PR E N- 2 4 %) 4 (UDP-GLCNAC), - — TR R i e
N- £ B2 5 3 %) 5 (UDP-GLCNAC) IE R A N A 1 e sk JE BRI, 5 R T L e H . AR . R
WA, Mhah, ORISR0 T LA B AL RL(ROS) M B MEAE FI[11] 0 7E K AN (1 v H W 1, 00 Do
I PN R 2R A BSOS IS S I T ) 7 -3- R Ml S GAPDH RO 18, 5 B R g
TESAT TG TEIG o, WA IO WD BE N CREIGRAE, A &N, B eI — PR H0,, %
(K1 HoOz P A fe 32t A0 M PN (10 8 I 850 I8 5, i A 75 P B A0 P A A e B 2 I 0 BB S ek 1
WA ML AR R [12] [13]. SULFEIN:, Bl i) H i -3- W R it U8 GAPDH 103 M1 2 75 41 i /A P M g 1)
R A5 M SUTRE B AL 26 7 ) (AGES) I ZE BRI 22, MITTE — A0 in ik S84 BB B2 [13]

5. BEEHEEIRR PKC 7&4k(Protein kinasec activation)

A ERRAE PKC JE A2 PRI R X B3 AS AT A 5 o B AL, T AR PKC a6 mT DASE A i)
I P 7 (VSR SRR P B A o508 NO HIZEIFI RS . b TSR B =4 5 5 VEGF KIA.
B G AR R AP R -1(EF-1). PKC ARFE—AN KT DAG FI Ca i ) 311 5L 2H i (R B 5 ik . 3%
SN an L. BIL AMKHS: Ca® Fl DAG ) yo B—NEHED NS e n 0. XECRIKH Ca®, (HZWK
i DAG [14] 2440 W B2 B A AL FE I i TR BR85S , 323 ROS AR H L H i (DAG) & iiitis PKC
W, [Fl PKC KGR PKC-0. PKC-B. PKC-y. PKC-8. PKC-¢ % . 1 PKC-P KM 1T LLiF
RAEMA NN NO EF-1. VEGF [IREHG AEA LM BRI (BB s oK, A i sEmsd, AT
HREKH . 1 PKC-6 7] LIS ROS (LR, 0% P38 ML 2L R ik Ak & (I (MAPK) B, 1M 2224 5 %
1 FI RS e — R AN R AN B A RS, anZu MO PRl FRERERIT . W ARSI 4 5 B
LW I 2 AR T R EE A, K2 MAPK SLBr S 5XNETER F AR EYI RO (RiB L A
U R DNA 1345« IBIE R S OB o 11 p38 WA 480E . T-55. Frbh P38 Al MAPK i i ffi15 SHP-1
FEPATNF-KB =&, — J5 e AT il i /MR AT A A K R F-(PDGR)IFRIL, 55— J7 Hth n] LLIYE caspase
(G5, e T BO I RE 1% 8 40 A T T T2 B SR . PKC JE & T @ eNOS FE R ik
S NO (177 A 5 0 A0 4 JEE 103 (1 K R LA R S 3 1 AT 3¢ RS I3 P 52 B RE I A [ 15]

6. MEEWHE 11 (ANG-11)IFEEMNMES LIRS

FERE PRI, B 2 L KR R GE(RAS) I R AE AL AL IUBEAE P 1) LA L R A AR G S R ) 3
e MAEKE 1 (Ang-1)2'F R- M EKRRFRAS)W=Y, Z5MWME. AR, BER-FE, I
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FE R G ILK T ESEMARRAS, SRITAERE PRI IR Ang-11 A TH i fE BSOS 2O . AN,
SRR B T Re G R BN ER, X PTRETE DR, VP2 FE R Ang-11 7E S Ik FERE AL FIHE PR 5
F AR PR BB AR H PR PR R R A2 o Ang-11 2 S EOUL A JBE AL 8 A UL - AORE SR
N A REBORR S IV PN B AR M D RERRAS B A ML T RN LA B 2T 4EAG[16]. IE AT FEUESE Ang-lI
A LLBOE NADPH BEIRIZKSF, 1900 ROS B4, BEIMT5 13 A K40 .
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