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PR 9% ( diabetes mellitus, DM ) 2 H Fij th i &
Tl B Je IR I A AL DA PRz — o et 5 A= 40
g1t , 2 2025 4F DM B EH A3 3 12, Hh 2 1/3
N4 JEE by W R AL I JIEE 3 72 ( diabetic retinopathy ,
DR)"". DR & DM fy—F i WL R0 , 2 S EURA
KR FEE A . BT KB, 75 DM L3 [
2 0 B B AR L R e 28 40 ( retinal
ganglion cells, RGCs ) i T3 JI 11 £ 15 S5 4t e Sz i P
BT INEE A A A s

AR, T DR IGYT J7 R0 T41 % DR
FEAAE R YA ST , A0 R I B0 G B AR | 3
RN ST I E N 2 AR K K] F ( vascular endothelial
growth factor, VEGF ) 251 %42 A IR YT J7 23R 97 ML
PR R T A, 4 AL A A T XS AR D) S et 2 T ) AR
WECHED . i, FoAT Ay B 3d 5 6k DML A 40 04
JEERR 2 TCIB AT PR A8 & AR AL PR R 48 5 DML
91 R SR B I St 22 TG R AP SR LA B 1R LTl R Y
IR K A G 9 s 1Y) 12 e

¢ MR IR, XA LR DR B H AR PR 0L AR . IUHE B A K TR R AL W
* LAY 22 FUIBAT PR T SRATAT TR RAR — SR AR I A G AL A 22 LR R,

1 DR &im#lLl

1.1 Fm#E IR S5 IF & E IS (diabetes
control and complication trial, DCCT ) Z&HH . & F JiE &5
ORI DM RS IR T R 8> DR R AE I
R o A El DM JLRA & 42, 31X
R AR AT B VS N P38 R T R R R D) R 2
YU, AT 7E DR A9 & A ol AR, 4
A R B, 4 1 AR 35 5 1) 22 0 I 3 1 i 1Y) 3
I3 S AR A I e R M — A% R B IR ( reduced form
of nicotinamide-adenine dinucleotide phosphate, NAD-
PH) JHAE R 2270 N T PE DT A8 A0 700 45 D6 T Jok 240 . 14
I RIREAIR, 3 2 5 0% K F--kB (nuclear factor-
kappa B,NF-kB) 3% ft ; fE R 40AE A+ LA -+ &
R DI 223, T — 240 R s 2 07
HoA 7 MW 5T AR A 0 45 2 5 O W A A5 i AR
L =) (glycation end products, AGEs) [+ /i M 25
13 C (protein kinase C,PKC ) J8 % B9 B0E 7, £
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AP EEEALN B RE N
1.2 SE MM ZTrMETZ DR 4ot
IR T AR 1) B B AR, IR 2 AL D g SAfk
I AT 0 2 30, K X 70 B A ek 3 DR ) & AR %
ERAEF HEEM . R &3 e B A0,
T SRR AR HL A% 3o A 7 A 1 2o B 3 R SR (reactive
oxygen species, ROS) 7 175 5 4fl Jitd ] 7= v 2 5C 8 1
M, Scatena' " HIE T ROS 7EGNEE /R K -5 2 4
HUIEBHE , 76 K7 B IR K- 5 | RS 4B U8 1=, 76 22 B8 IR /K
FIEAEIRIE . Perdomo 2> % B ROS W] LA fih %z &
RARRE PKC, B 2 30 2 D6 2R 2K 11 1 -3 ( caspase-
3) MEEEFAE, RIS S TR PR, S 2
() ROS W] 5 | 2 s 1A Jifr Bk 1308 325 14 38 o, AT 175
BN a2 C A0S RN SR A -t
Evans 25" % 7E L FUBHAE S /9 DR R BUBRL, K
AR AR R0 AT 446 DR o A2 09 2 i | 3 ik — 2P
LA N e DR LRy i 2P, IEH 150
T, a5 ROS 0] LI A AL B 8 R S B , SR T 7E
DM K B T P AT SR AL R 8 R e 1 2 404
PRI ROS (3R Syt 8 4 AL Wy B AL 1 ( su-
peroxide dismutase ,SOD)J& EE[HL AT H R 5,
A E ST, IR TS TE 7 . Mo-
hammadzadeh 2" 7E %6} 6] 75 5% T 41 Mg Nef-2 3235 19
W5 R & B, SOD [ 3k 2 35 mT Ay 84k I 3 1 &
A BRI AR C RO ooy PR T, 32
7~ SOD T Z AP 4N MR T VE A
TEMFL s A AE 3 b SOD V.Y . 40 i J5 f) 44l
PER AL I AL (Cu-Zn-SOD ) | £ R 1A 14 i 1 4
A5 A it ( Mn-SOD ) F1 4 il P Y Cu-Zn-SOD, 4
P H A B AR R, 2k ik Mn-SOD S F 3t &k 45
B, BRI, 75T Mn-SOD f72 LX) T B M 2250
AT 40 . Yuki 25 B8 & BLAE DR L4,
Mn-SOD s+ K8k 7 PR 34 70 Lb Cu-Zn-SOD F1 58 %
¥y 7 Ak il (total SOD, T-SOD ) B F %, Santos
27 SEE B LEHE IR B 2 (streptozotocin , STZ ) 15 - 1Y
DM K FRAR AL Mn-SOD J K (1) e 15 B DM 5 72 (1)
FER B W R, 6 > A B FEAR 2 40% . kW] DM
i AR A AU I i 4L Ak 61 105 ™ B, SOD $it A fL i
BAIRR o WFFEFRBIAE Mn-SOD A % Yo (1% 400 o) i it 47
Rz 40 i, Mn-SOD 3 ¢ & T-SOD 1% 11 20% , 7F
YL RN = 60% . 33 ik Mn-SOD [ 14
WS 10 S Ak I RN A ) B LA PR R AT Y O
T2 B, Mn-SOD & DR #£ GiB 47 M 48
EEZ R ER SR AR YT I 0 .
1.3 X@uUSHERE~" =5 DR ML iuiRirE
I AR 1 = B 22 B PR AR P A AR, A
SN FEREA R, D5 R, £ DR
HA ERR I B A - A Bl FT 1k, 20 L A R 7 MK
SPTEA I S o R T 380, 30K R B0 DR & A
GO E

Miiller £ a2 490 Do 5 oft & Jis I 44t i, G A A 32
FR A0 M AR B v & 450 2 B A A . Miiller 41 g
Z: YR J IR 3 A5V, B RS RV IR 2 4% 34
SRR ORI ok 2 0 A L AP AR SRR, TR A3 2
BRI AT PEREPE KT o PR 40 Mo A 4% A R % i S il
it Miiller ZH A I &5 2% F1 ) L-4 2 MR/ L- K 4 S IR 7%
iz A ( L-glutamate/ L-aspartate transporter, GLAST ) 5¢
o ZRTM,7E DR H Miiller 40 Jifd 4 45 7% & R 1E 35 /K
FHyHE S 2R AL AN S e

Zhang %" W5 K BUAE DR 2D B AL S 5
B EPRE G N-FBE-D-K 4 22 (N-methyl D-as-
partate, NMDA ) 52 {4 3 25 0t 28 50 240 M U8 12 4R 8t
caspase-3 R HN WY N85 88 WG AR T35 5 B (ap-
optosis inducing factor, AIF) [ IE4KH5i caspase-3 &E1%,
N-H 3E-D- KA F ik 572 7 ( NMDA-receptors, NMDARs )
J&H1 GluN1 1 GluN2 ( GluN2A-GluN2D ) F. HE A ] 4
BRI, RS AT, GluR3 3 ( GluN3A il Glu
N3B) th % 5 H i, GluR2 W 3t /& NMDARs D REHFM:
M ETPE R ™, Bai 0 W s 9216 & B,
e GLAST 3 @R/, & GluN2B Fl GluN2D
LA NMDA 5244, Hi75 5 0 % A PE B R 7 5 1 AL
I REE A MU S T F0 RGCs IR AT PR 28 il 2 G E 22 (1)
YEM o Endo 2527 38 3 rin fE 41 /1N BB 36 44 P 3
NMDA(2 pL A PR ER K A f# 40 nmol NMDA ) M £
F,1~7 d /N RGCs 1) K5 i 228 ¥ 2D B A0 I i 114
JERE BT ~ 14 d ZJE WA 2, H
I, DDA AP A R KT B il NMDA 52 (387
AT AR 22 B M R0 A B AT T, DT A 1) £ 4 1R ) g
PZITHITER

[Fi) Y22 e 22 2 (homocysteine , Heys ) J&—Fft 5 i
B AR, FEORIE TR R =R, EEA
R AN e 2 IR A Qg it B rh — A B v ],
KEIHAZINE BTG e TEVUAN, Heys [ fif
IR ANZEE R BI2 R NHHEES 5 .

Fotiou 4% i 1 Xt 65 1] DR 8% 1 75 44 &
DR 1) 2 #4 DM H3% ML f Heys MR (47 R B12
K73 B : DR AR EBOR & DR (1) DM (8, it
MR ANGEA R B12 /KF-HAIK, TMT Heys /K-8 5 o WE%¢
Heys FER PN NG ) 15200 Bt 2 e i 4 BT 98 26 B
& Heys /K5 555 % RGCs P Ganapathy
SRR I, B Heys /KPR RGCs HEHEAR
JE X NMDA 52 0 (% 5 #2080 | 2 1 5 9 HL 481k
NEEAE R — R A L2 5 T Heys #5519 RGCs
T
1.4 #HEEFEF BORBEWMIRERWUMNSE
S PR F-HE A 28 00 I 40 it 2 [R) k¥ AR L O
WHAK E B4R hEE ™ . 76 DR W2
IR A 5 A 28 TC IR AT PR 5 728 R B B A
M T P22 0 I 22 e o 4 A 7Y L A iR /K
SRR R AT 5 R 2 il JS R 2 T I A PR R, IR
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FEAAE TR T KPRk K& DR 28 i A i 45
73170 O SR K i S, Bl dh 2T 4,
PR 2 E IR, i dE & 4K L (nerve
erowth factor, NGF) Jii I t4: 141 45 & 33 [N 7 ( brain-de-
rived neurotrophic factor, BDNF) \VEGF . 4 % | i
H: 4 K ( pigment epithelium-derived growth factor,
PEDF) . DM &5 el 1 #1L I JisE 22 > pl 4278 52 R 1
IR BEAR T 40 A7 35 5 5, IR 3 T 40 e o 1
K-

NGF J& A K P 5 5 Hhdpe i e B dpe AU
PER AL 5t Z —o NGF 1E DR A W) i v 35 505 ik 553
DM 55 RGCs /121 J5i Kl Z — (B HALHI A 143
WA, Mantelli 2 FEX) STZ Y53y DM K LRSS 7
AIBFFE R A0 : NGF 7540 I JIEE v 4 7K SF- 78 DR L1
T, HAILH AT BE &% RGCs A2 i) —Fh N T O 47
O AHAERERE 11 J8 5 i NGF ZEA W 5 7K - 1
TREZRAPPLTI RN 5245 . #E NGF X} RGCs /EfFH %
PERIBFFE I AR, 3 3 #b 78 NGF 7] B Ik DM 5]
) RGCs JH T,

BDNF J2& py i1 28 70 VR 22 e Jo A4 e 2, 6 K
R FNGE ful AT S Ty TR FE SEAE . BDNF (A4
S DI RE 0 1 5 ) R SRR B S AR A e, AR
0 F AT BDNF 5 52 125 6 1) 2% i ) B 32 ARG
JE IR WA 5 ISR o Sanchez-Migallon %17
fiz1& BDNF ] R R YIWr f5 RGCs HYFET, WNid: 5t
BDNF AJ L4 AP B RGCs, Dai % ff 5%
FW] AEBAZE T, BDNF S 3 34 i Miiller 4 i %
A R B S b A S ok Mg 5 B 1 % 35 AT ¢
FEMZ IR E . Sasaki % WA & BLAE DM 1)
Prgifdrh , BDNF 7€ DR A (17K R AT GRS 35 P 22
JC, NI B 2 0BT T e A2 .

VEGF [ 1 B0 9 BT 2B 148 T8 i A1, ]
Je— P TERI P22 E TR T WIERIE VEGF 2 54
I AR 22 TC I RE A A, ] Bsf i 2 JBO' 4H 1% A A7 1A
U Li S sh Y S B, 7R R 2T
ZBPET VEGF "] DL RGCs, — Wi 5810 K& 3L,
FEIE AR N AL P rp ) VEGFE i A= i ] 2 3
RGCs (B EHE 2 . Lk, 2E08 FHT-VECF 25414
S8 A1 DR ), [F] 25 SR 2o Ry s+

2 BT

AT DR 1l ARG T SR 2 B 1k 1002 T A BT
A LT B, 1 A AL B 1 it T A 0 s
Bt 22T 7
2.1 FEMET HAE— R RMENZITRTT
PG AT A DA B TR P R ) JE € 3R A 4 55
PERTAIT M e 2 L bR o Sealinei 2 JR3E A DM K
BRI B A A S N (1] 58 51 20 M, B 3 4 oA 4L
o i b 225 5 PR 4 2 I T e R R 20T
L1 (O ST a3 N bR Y 2 DN B et |

JEiATT DM K BURCR AN ], B i i B AR 10
THAbEAR

2.2 ROAEMEME (LLLAMAEKER (erythro-
poietin, EPO ) JEAie 7 1 i HH 2L A0 M A AT —FRICR
Fad i KR PR BRI R 20 IR AT I
B LA R DA T A 00 B A B . Zhang
TR R BUAE L) DMK BB PR Y 5 EPO,
JFOA LR AR 1) T X BT L 400 R 585 B 2 i 114
BRI ZOCIBA TP 1 A 2

3 NG

Zi L ik, DM 5L GO S HO A TERE TR
AR WDKK B 58, o 2878 57 DR K1 B B AR
S P 1 6 o 25 R S ORI 2 TR AT M A 1 i
P SR, DR i 2 o0 28 19 5 V) 23 5 HL 5 A T
FE (R AT AH 2 2 DR S —Ffb 22 15 P2, A
ZouiB P22 DR 1Y R0

DM 5 T it M s 2250 , JEHOR: RGCs, JX Ak
Ptk T R A5 R AL D BE 1 08R , % £ DM R
W Beib AT K it T B, L2 RERE A5 B f R JE 1) R
o XA S I BIL A 14— 25 W5 BT B i HE
IR BB AR YT DR LD BE DGR 2 AR
S, S SUTER 5 1 FH % AL IO B e 22 T AR 9 25 ) 5 BT
IMAEB BEIEL5P)n]  DR AT A e EUR o
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