SO IR B L A 2018 4FE 1 HE5 36 455 1 #]  Chin J Exp Ophthalmol , January 2018, Vol. 36 ,No. 1

MR R TN HERERRER

AR g FER WK
215500 AT N R R BEAR B

WAEEH . ¥ IE W0, Email : hzru@ssina. com
DOI:10.3760/cma. j. issn. 2095-0160.2018.01.016

(FEE]  SME 2548 (TON) &3k TR AMA IF D) et F M E B R E Z — . 584 WA sh 9 bR
P2 R G0 (CNS) #2270 — A%, W0 W0 50 22 15 40 i (RGC) 1% il 58 /6 400 1 2 45 40 )5 38 AN iR B R FIAE, AT S 3
Iﬂa_ﬂ’wui)mbf!%ﬁi RGC il 5 A~ RE F1-A= 14 Ji R g U9 25 R A ik 22 40 3 J5 RGC I 9 T BB M 22 o0 e 2k [
AR BB D) (B 2 5 3 A A RME 5 A G 00405 J0 S A 00 5 A PR A O B . AR SO TR RGC Y

AV AR BBl 58 PR AR A5 S T 4G Tl 0 T R S S A AR I R A 4R TR R g IR, D
ARG S0 35 O 3R 1 25 BRIA 97 ZE A 6 726 b i) L O i

[REiR] AMETER N, WA, RAHORS, RGBT

E£WB: WHH LEITMEETFZN ST LB E (H201653); & # 0 F 2 A /& 55 B
(€S201616)

Research progress in neuroregeneration of traumatic optic neuropathy Chen Haiying ,Huang Zhengru
Department of Ophthalmology ,Changshu NO. 2 People's Hospital ,Changshu 215500, China
Corresponding author ; Huang Zhengru , Email : hzru@sina. com

[ Abstract] Traumatic optic neuropathy ( TON) is commonly associated with blunt ocular trauma and
craniofacial injuries,leading irreversible visual impairment. Like other mammalian mature central nerve system ( CNS)
neurons , retinal ganglion cell (RGC) is normally unable to regenerate axon spontaneously after optic nerve injury. The
failure of axon regeneration has been attributed to the apoptosis of RGC,loss of intrinsic growth capacity of mature
neurons, lack of suitable stimuli, and inhibition of extracellular environment. Via activating the intrinsic growth
capacity of mature RGC, overcoming the inhibitory extracellular environment of damaged optic nerve, and providing
appropriate inflammatory stimuli to initiate the regeneration process, mature RGC can be transformed into an active
regenerative state allowing these neurons to survive axotomy and to regenerate axons in the injured optic nerve.
Moreover, exploiting gene therapy based on adeno-associated virus may be a promising translatable treatment strategy
for TON.
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G VB 44 1 22 7 % 1 - ( brain-derived neurotrophic factor, BDNF) |
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f P R Y AR T S MRS S A RERS B
SR A,

A R AR 45 1 BE 175 5 Bl 25 U0 T 1) RGC (¥ I 35 172 S hE,
VI S B RGC T2 4B 28 |17 FLiX 48 RGC f %l % fik
A T R ARG S B e b T R A B 5 B e £ B A
PEFR B RS . SRS A R R B S 0i)E 3 ~ 4 d,
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28 Tk RS B FE IR E 2 — L i PIBK/mTOR
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Kl . ADP B RS W C3 R A AR T S T b 2k 0%
RhoA, JFALHFEHY RGC 4 ADP B BE 3L B2 B C3 Ab PR S g1
B MAG xof Hufal 5 A= 1 i 30 45 7 5 10 1ozl ADP Al L 55 %
fiff C3 F L4 2 Bt 45 F 4 J5 B RGC Hh % A& K & #1453 i
0 LUBRAH 56 9% 3% (adeno-associated virus, AAV ) Sy #R K 1)
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AR 11 B8 i TR T B A A {2 12 T 5 4t f AN Miller 48 A 45 28 43 W
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CNTF Al LIF f 202 5 D9 T i 4 40 U M CNTF A1 LIF
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AR Leber Jj5 A0 9 JIE €4, 25 25 7 | Stargardt Jp5 25 HR B4 55 5 0 3 (X
HIT B Bk
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R P AETRE. b T2 RGC F74k 3Kk CNTF L) il ¥ fh 28
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HRFAEERWERS . RIEMITE BR, UL Y444F 5 1
AAV2 3R 1K A S shRNA U8k PTEN 3£ P | |8 mTOR & &
Py-1 09 35 Mk fE OO0 b 28 7 2 R B 2 X', de Lima
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