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Abstract

e Diabetes is a chronic metabolic disease which can cause
serious ocular complications. Recent findings indicated
that in the early stage of diabetes, before the appearance
of retinal capillary pathological changes, abnormal
changes in neuronal structure and function in visual
pathway have occurred. So the diabetic visual malfunction
not only result from retinal capillary pathological changes,
but also be related with the malfunction of neurons in many
parts of visual pathway. This review will give latest findings
about pathological changes of neurons in diabetic visual
pathway from the aspects of clinic observation, visual
function examine and histomorphology researches.

« KEYWORDS: diabetes; visual pathway; neurons

He Y, Ding J. Recent findings on neural system’s pathological
changes in diabetic visual pathway. Ini J Ophthalmol( Gugi Yanke
Zazhi) 2010510(4) .713-714

mE

PRI e — AL RE T | ™ B R AR I A 1 A RO B
AT AEAAIF T A B Bl PR 300 A A0 O I B s 7 =2 T
At B A 22 TR A K 5 T RE Y S s . IR, S SO
FR R AL S T B A 1) D EAT AN AU 0 10 O ol 1T A
ARG L A R D RERE A 5, FRATHE
Il RS FRT REAG A A B 2 SUIE 252 F 58 55 07 T % bR
P LB P 22 T AR IS JR HEA T 2504

SRSRIA I 5 DL s 42T

DOI:10.3969/j. issn. 1672-5123.2010. 04. 033

T2, TR R PR T SO 1 28 0 728 1 Bk o 20 e ) R MR R
Z&7%.2010;10(4) :713-714

05lF

T PR MR AR I & 2 B it 5 b B W E0E IR N
Z— o 5 EBE PRI L) e B A A UL 14 T PR A A PR s 1
A i 728 ( diabetic retinopathy , DR ) S PR P P B
TG PR b A — S o 5 2, JLHR R A M 9 6 2R MR i 1
B 1 5 (fundus fluorescence angiography , FFA ) %5 & WK 25
e S N DY (= 2B i i e Ok N Y S I N
AR H 3000 PR B o 4579 28 2 i, s 2 kA T e L 2R
FRAFAL T BRI Y S o 150 B -5 SO0 P s S8 5 L 2 g
T8 JRL PR, T BB AN (LA 00 ) A o 59 2, 348 5 400 % Aot
ZTCHR B A G, FRATTHE NI PRLEE IR T g fer 2 LA
S BOR 27557 TR PRI L% 28 090 22 1) ot 5
JRHATERIR
1 G RMER

H RIS ARG PR 9 M 0 #0229 A8 A — 2 iR, LIl
IRRIZ 2R, 8 2 TorE R, FEH 5 000 5 22 Jf:
KERZPETE , #% DR 0 %0 ~ 1 8 DR &4
1/4 PR A2 E TV 18 DR B 85% LA B4 Mph
ZeSH L BEIR IS R A o AR 40k R B R AL Sk
J# 4% ( diabetic papillopathy , DP) | i & s ifiL #4 £ #1 28 9
7% (anterior ischemic optic neuropathy, AION) J& S ke
A 28955 7 ( posterior ischemic optic neuropathy, PION) R
PRI BRI 25 25 455 ( Wolfram’s syndrome ) F1ER J5 40L 4
2o Tgnat 257N RGE T 4605 IR 995 A0 4 28 32 8 640 95 051
HAION J& B 37 (59. 2% ) , H U O ¥ 1 22 25 4 Al PION
(33.4% ), FHHNERIGIAR LR (7. 4% ) . BEIRIG IR A
AION I fE i 1 R R 22— AR TEAE Sk #e  ATON iy
SBIRERIE 10% ~35% ", BEPRFGILAE 2 A5 7E FFA o
A IR R ( B4 ) AR 2 2t B P EK
A Z BB AE . R FEA X0 R 95 58 HIR IS WL 5% &
Bl 515 48. 3% JRE IR UL 2 S oo as ! SR,
PR 2% 99 8 R K o B L RS I = B g B o s AR %o i R
o LIS B 28 o A B A S R L i 3 RS ) AL g
5 T s
2 MIhEERE

P A TG A 2 S A 40 it AL 5 4% S Th e 461 5
TR R — S mds s, A BT 1 f# DR G PRAT A0 00
O FE TN RERAS . IE AR R SCHRHRIE , DR AR B9 AL e
& B (visual evoked potential, VEP ) | # [ i H [&]
(electroretinogram , ERG ) M % [t SR & 55 4 4 BH g ol A
2 MR JC DR SRR ] =35 5, VEP
R WA TR0 58 2 40 B o o 22 41 2 () S RS IR R
F L P100 BRI AE A | I R AR R AR Y 20 s R
R 22T ALK S5 R 40 3, 55 0 58 77 4 I IR 235 B i 2% 1)
" XFi R B DR BB R B 2T 282 ERG K
BRI N IS PR RN 25 B A A i B AR, 26 IR B IR
-SSR ) ' R A7 i 200 R SUAR A48 it mT B &2 T AR
BEAREAE"S e o PR B BRI B A — A B T I
DR O SR 1 309 9 5835 vl o B ) 47 F 3 - S
B BP0 H RS5O R A A o TR R Y A A A

713



ERERZE 200F48 £10% F4H www. JO.on
B335 .:029-82245172 83085628 EEF{=#E:1J0.2000@163. com

TR ) B4 2295 41 B ( vetinal ganglion cells, RGC) H1 ik {4
BRI 2 T BRI R B, DA S A% 3B 1/ 5 X U AR B ph 22
Yt R XN —MAIEIES T DR BB A A0
KA G A MR I AEAE

SHARETEMR

3.1 MIRAR R LRBAIRE AL 0 5 o Ao 7 Bl Ik
DR P EERRE 2 — | R g AL ] 5 A 340 i il 1% 1 34 oo
5, Chakrabarti 257 RIS A& B0 B 40 5 il AS [ AT
FE T R EUAOL PO 5 = 200 i A5 ) 240 B R P R AL e A
£ T RGC Al Miiller i 73k, X B/RBH R 765 i
AU PO AR I 2659 A8 14 [T R 38 ] 8- S 850 T 490 O s 22
ot 22 e S A M AR ) S o B PR T 5 | e 400 I it 22 241
AURIR AR LAY RN RGC B /b | R ) [l o 28 21 4 |2
BEZ A8, Martin 25183 53 8 2524 00 5E & PR . B IR 1 1
= (streptozotocin ,, STZ) PR DR R BUE 3 AR 14wk ,RGC
JZ IR/ 20% ~25% ; TUNEL 43 #7 F caspase-3 6l
75 :RGC JZ A ZED; 7« P T s B 72, AR AT
SR TR Y £ 5 3R 00 P A B A A 4 S5 A LR T R A A
FRAE, 552 1 7E DR T HA A0 Do JI6E G afi 45 9o A2 H 30 22 T
T R A BA TR 55 A, PR A% J2 22 i 20 & 24 2 110 P 22 200 e 2
O &4 T IR AU |l 8 2 i i Y 23 62 7K i BH
S, He 3 R R A8, mT S A5 A s B A PR B, T T
T A0 IR B I A5 %) e AR, 3X 2 1 B DR RS & e AL =2
—1% Greco 25"t JC AL 0 G 1L A5 90 7 1) T 4 BB R
g FECE I e B, A0 ) B R Az 2 A L2 28 RGC 2 1
2oL IE R R N B B/ RGC T gt 8 3 T B
Park 25" SA AW PR R 190 o 22 2] 23 A2 L A 2 AR
SR TN AR G A 25 5 DR AR O AR 286 () B0 A
TR A B, LR ST & . STZ K BRU7ZE 3 B 4wk B A B
RGC RHE SO G SZ 2R AN T 2 12wk, — 2L 0K S22 g
K-t B RAEARRAE 3 —WF 5% BRCIESE T DR
B B8 T 2R B 1 400 TN JSE A T A6 A, 38 -5 401 T B Je
AN SN AN SE M R B ARG . BB, B TR IR
o R 1 RGC HhaRiE— LB P8 1240, N4 RGC AR
kW DR A i B 2 R R R . — 0 AR
12 ( glutamate , Glu ) J2: — i XF 400 ]9 5 b 22 o0 HLA A Pk 7
PEVEFIBY 0, B8 IR 0 mT i B A0 o S o Midiller 401 fitg DA G
AN Glu BIRE S TR, S50 R MBS A e 37 dwk,
Miiller 4HHERI 18R Glu #5128 [k , & 13wk Glu #iz AR
PRI 67% ') X P Ay o 7 M W TR A ) S e
P, 1,22 TG 5B 7] 14 X6 400 IO S 22 e 8 1 462403

3.2 MMMMEZEIRE  WHIRI ] 5 | A 286 B 25 48 i i 3R
RN o 240 6 5 P A L A B BRI R R s K R
TEA 6mo &7 , P 2245 B i 245 21 2 52 P AS [R) 2 52 A 6
WS | R 45 b el AR T ph 2 T R N 2L oA R
ZEULAR, IS B I AR P A A AR 5 R AR 1) e 28 el 2R
P DR S8 P ol 2 R AT M 2 S SR A M A B e AR
B PR 5 30 K B RGC 30 47 M A 2 0t e i 1l % 32 313
Wit ORI AT I S Y BRSSO 2 RN TR
U Ok e e k| BY U EZ S R NN T e S |
ZITIEH A BT RE 1t 2 1 R 2 A AR A SE T
— A PEERNE,

3.3 MARIRE PR B E T A=) eI
AE B BRSO HG AFR RN B o B SR 2, R B o i 22 o0 %
K JESFNGER K ol 7R | i 2838 o A gt MM 38 1) S
JEH 2 AR P E A R 2 —U ) Shannon ZEV-
“Wolfram ZEAME" B BRG] b & 30 T W0 ph 48  AE

714

SCLA R M R A 25 385, b 22 T i A8 1 e 2 I AT LA
TR T AR AL B R E IR RN, — RIS KR
P - RS0 g MURPIR 25 T BOR AL — 2 2250 (RGC
HMIM TR A4 AR 57 ) (4 Niss] /MR 52 AN [ 8 B85 ) % i,
AP TR Bel-2 kW B R RRAR, 2R DR g% Al 28
A AERE R T AR b R A TS T R AR T
PEFIAL B R ™ 25 b BRIV 1T 35 R A0 A () Ao
M2 LGIE A B BRI | IX R 280 i S A 3
2 T HOPE PRI 8 R itk 14 S LA R B S22 Al
4 RE

W PR ] S B 22 T 728 IR AT RO IR F5F
IFRAERER TR, SCTHR DI K L] H i ot
Gi—RAIR . BR TN T 1 R e AR | RS A ZH 2Bk a5
SAMRBERTL Z Ah, il 22 e AR v Glu AU 5 0 i 2
RRZE R P2 FR D T (R R iz B, LA S
TORHICP 8 3 A e 425 44 T e e i BUR IR R . X
I, A A PR S TR A8 7t B 2 i | AR 22T
U T RS T LA SAN SN 2878 3R A A i T k2D
FUICIE, BERAYTRIBEFE R B i A i RYR ¥ 7t o
TR Bl A 1200 9 A A AR B S T bk
PR IR T TR R A 28 TR AR BN 7T RE
&2k
L TUNHE BRASHE , SO0 25 DRI PEAIL A 22003 72 fR I R 43 r. o
I 52 IR B 2005 512(23) :1269-1274
2 Ignat F, Barascu D, Peroric 1. Optic nerve lesions in diabetes
mellitus. Oftalmologia 2002 ;54(3) . 39-43
3 RRAG, B BROT. SRS M T B P A 2095 78 K A
KINZ BARTT. PAEIRINA S 1999:15(2) 1125
4 Kamijo M, Cherian PV, Sima AA. The preventive effect of aldose reductase
inhibition on diabetic optic neuropathy in the BB/ W-rat. Diabetologia 1993 ;
36(10) .893-898
5 EME, W E T, SRR, 5 TOAL IR S R DR R 2 SR LR R e,
Ak, I RIRFL RS 2005513 (5) :390-392
6 XSUA , U5 AR, 55, LA R s 10 100 J A £ 2 400 I e e, ]
Pz A SRS i PRI E 2001 ;9(3) :355-358
7 Chakrabarti S, Sima AA, Nakajima T. Aldose reductase in the BB rat:
isolation immunological identification and locatization in the retina and
peripheral nerve. Diabetalogia 1987;30(4) :244-251
8 Martin PM,Roon P, Van-Ells TK. Death of retinal neurons in Streptozotocin-
induced diabetic mice. Invest Ophthalmol Vis Sci 2004 ;45(9) ; 3330
9 FHE WERRIA , SA. HL R WL GO PR A5 AL BRI 28 190 R il 45
. BRI 2244 2002323 (1) :45-47
10 Greco AV, Di-Leo MA, Caputo S. Early selective neuroretinal
disorder in prepubertal type I diabetic childen without microvascular
abnormalities. Acta Diabetol 1994;31(2) :98-102
11 Park SH, Park JW, Park SJ. Apoptotic death of photoreceptors in the
streptozotocin-induced diabetic rat retina. Diabetologia 2003546 (9) .
1260-1268
12 Li Q, Puro D. Diabete-induced dysfunction of the glutamate transport
in retinal Muller cell. Invest Ophtholmol Visual Science 2002;43(9) .
3109-3116
13 Demir N, Akkoyunlu G, Yargicoglu P. Fiber structure of optic nerve
in cadmium-exposed diabetic rats: an ultrastructural study. Int J Neurosci
2003;113(3): 323
14 22 g dE ) B IE, A5 W IR R B A 255 22 B Y ——
JEEE S I, RIS 1997;15(1) 12327
15 ZEELR AR B, 30T . ST R K B X B 2274 4 i 47
A E BT AR IS 200651 (22) :4-6
16 P, 5K A W8 PR X P 28 R G i 4 L D A I 2 IR R 2 43 0
1999;23(5) :257-262
17 Shannon P, Becker L, Deck J. Evidence of widespread axonal pathology
in Wolfram syndrome. Acta Neuropathol Berd 1999 ;98(3) . 304-308
18 P24 R, A, A5 IR R B R 8 — Ul 22T HY S 3R
SERTSE. H BRI AL 200159(6) :348-350



