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Abstract

e Nonarteritic anterior ischemic optic neuropathy
(NAION) is caused by ischemia of the short posterior
ciliary artery that supplies the lamina area of the optic
disc. It usually occurs in over 50-year-old people. It is
acute optic neuropathy and featured with acute,

monocular, and painless vision loss, which frequently
results in severe permanent vision damage and visual
field defects. This disease is attracting increased attention
of clinical researchers. This paper overviews the current
molecular pathology of NAION from these aspects,
including pathogenesis, pathological changes, relevant
protein molecules and susceptibility genes in previous
studies. This paper lays a theoretical foundation for future
research on the pathological mechanism and the
treatment of NAION.
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B M PE AR 2295 2F (ischemic optic neuropathy , TON) &
— i S EO™ AR K AR A0 R R B A A S
M2 o IR b AR A 2 5 b K, o G DA S
I AR 283995 4% (anterior ischemic optic neuropathy , AION)
FJE &8 S M B P28 9§ A4S ( posterior ischemic optic
neuropathy , PION) BT S A I A 985 577 Al DX %) IR i 2 B
Uk L, J5 7 e A 2 A0 A SR R 22 1 4 AR
BRI, K ARSI R Rl 73 Sy Sk R PEFIAE Sk R 1k, JL-F-
JIT A S k5 e e i P A0 o 2 A S Sy 00 I Sl bk 2R 5
ALY, RIS [ 5 K o R A ey, 76 3 I i Jes 5 O
W, A SCLAAE Bl ik 58 M Ay S i M 90 i 2899 72 ( nonarteritic
anterior ischemic optic neuropathy , NAION ) NEE NHEE
AL s BRSO DL K BRAE 5 b A OC 2R 1143 o) IR
SEATT LR T H BTZE 05 505 BEALE , D 4 IS WF 5T
NAION [y BRHLA] K37 S EBe g .
1 NAION % 7% #L i

NAION b A g AL 14 A 5 4= B, i, A0 28 o it
TETE JEFRAR AN G R ML L2540 2% & NAION YR, W4
PR S BB K AR K 19 SRk 46 5 1t 47 3 S 4
M4 Zinn—Haller 3143 ik i AL JEPRSAMER BN
BEATE R SR P i A T sh A P AR {H X A
ML R GE I3 I8 , 25 R R i a4 B A5 A P R
T B H 172246 BT e e B 4 A shiE s pLil 2L, 51
T2 00 T R S KT DA R, B TE S Y
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B, 4 K ZH00 NAION BE B T HA A fE kR | R
PIA BRI EAS (PR 1 <0.35) , 33 o e 6 40 Ak
SER” A5 120 205 % A0 PR 28 T i 5@ 2o A0 2 B
B Moghimi &5 ) % B 2 M T2 M LR
('spectral domain optical coherence tomography, SD—OCT) %
NAITON £ 35 5 it FE X Bt 260 1) A0 bt 28 Sk 5 AR R A7 X6 LU AR5
I, NATON F8 25 1) 05 A2 T 68 2 A0 U5 o 3k S i 751 R AE
L[] X9 1) K A= BESE T s B
2 RN A

PRGBS TP 2R R A AT 1m0 A 20 5
PR 250K, 24 Jay B e i ) A A 28 27 4 2 ok R A L
P 108 G5 A I 3] 2 ) B, 23 ok B 28 255 i o e 0 4
M BILBRE 30 208 T i — 20 BEL T G 1A =6 A 1l 48 1l (3t 55
RAAE TN, 51 7 A 5 18 Ak A AL 0 158 ot 25755 48 D ( retinal
ganglion cells, RGCs) W 1=, F — B 451" 1 a3 %} K B
NAION (rodent NAION, tNATON ) B %1 RGCs F #1422 fih ¢
B A WEE, Z Bl hNATON BB ST Twk i B B A 22
FRAM MG P 2T AR A 14, RGCs 212 R 2K B &
o 728 I [) SEE | LA 2 A 9 BBt AR T O R B B g A
RGCs 7715 R R %, AUA 37.5% ; Salgado 25" 38 3 i
LI NAION S5 I 2 2H 2 RAR A A T 5 dE AR K
28 NAION A HY 150 Ho WA, 30— 5 i BLAH AR AL, Jmy kb
PEAZE 2 5% DX IR H 0 A0 IR 5 e 40 R PN 4 /) I
A, A AR B AR AL AR S J5 R AR,
A 22 TEA% 20 MR W A L 2 5 T R R e 2 2
ZUE,
3 NAION HXZEBZF
A WMATHEXSF I TR R a8
BN SRR E R A R R RS T A A R T R A
MLPA T D REZE AL, W S BWUARIE BT IGO0 IR
SEREIECAE Y L T E R A AR TR R AR B4R
FLAGHE [ G Bel-2 ( B—cell lymphoma—-2) FEHE 1
PO UR TR B2 B 2D R Y R A R AR K ik ity
(Caspase) #[EEAEH S0 ; SR PE IR 4R, RIFE T 52 1A 38
%, Q03T e R R BT TR T (TNE) /B 08 3R 3 T 1 32 1R
(TNFR) S 1A G T BCAK ( FasL) /08 T2 A0 G A 52 4k
(Fas) 38 ¥ AE F B Dy LA K P95t W 3% ( endoplasmic
reticulum stress, ERS) | B Z800E T Ui 09 5T 40 I A T80
53F- Caspase—3, il & 70 i HAb B A sl W12, HF
RGCs ATy NAION FZ 4k BEZE )=y, H AL al b 50 2 5
BT T
3.1.1 Caspase EEZXK &M Bcl-2 EAKE Caspase K
TR A 240 R T P R S N, R K IR R 1 AR AE I 5L
S ANAE L AR 15 Bl SR A, A4 O TR 4G 2 5
Caspase—2 , Caspase—8 , Caspase—9 , Caspase— 10 5 ; /] T-%%
R 4rF U Caspase—3 , Caspase—6 ., Caspase—7 35, A 2K L
T2 U7 Y BAT A0 B T O 4 T Bel -2 T
Bel =273~ 0] LI 40 i 8 1= 2% 45 40 i B2 5t 8 A4, Bax
G- IRT DA S0 40 0 T R A S e HE P
HE AP AT A NATON A 455 5 248 i v ) 12 SC B A 5%, &
PLET 3% NATON 204 Bax & Caspase—3 FIkH—EMH
YERT, X Bel-2 FRIXA7 (A, AT B> RGCs T2 18
AL, T H NAION Ji A8 #E 2
8.1.2 Fas 2k  Fas Jy—Fh iR T AL 2R 12 44 4
T HRIRICAR FasL Oy 1T BUBS AR 11, — %% [W]J& T TNFR
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KIS A IUARE W A AUh B Rk, HAM EZ5 6 7]
P53 Fas TR AL R T, 78 2 Fh G e PSR | LK 2R 52
PR I IR e S Jy T K AR B AR B RE . AR AR
I 25 T B eNAION #E#L, & A Fas L) K FasL %
ik, WAME R A T RGCs PH T,

3.1.3 ERS %4 F ERS RI; M 7E&Fhsi 45 K 2 191k
HT I Z2eRirs S RIS ERRETENTM A, 23
ALY B (Ca™ ) P 25 L, S I AU AR A . WOE S 1
ERS 1] 5 2 A 5 %5 25 05 98 57 5 11 78 ( glucose regulated
protein 78kD, GRP78) Fll CCAAT/H 5% 1 4% 4 [a] i 2 1
(CHOP) %:3¢5575 4k . GRP78 47 Bl T4 8 & WL i £ Ik %5
ST I A 3 (2 i 2 1 o ) i 28 R4 0 1) B R AT
B & PR AT N AR 6 B R ( ER - associated
degradation, ERAD) , 17 E5F2 2 , I 78 24 P Joit o 107 384 1% Je%
#ir, M CHOP i it 5 & & ¥ g R #£ A B M g
( proteinkinase R—like ER kinase, PERK) . JJLEZ# ( inositol—
requiring enzyme—1,IRE—1) JE{L5% % F T 6 (activating
transcription factor6, ATF6) %5553 HAH BLAF I 5 41 i
Ve o Kumar %’5[20i TE tNAION #5853 @ 4 J5 ld,XJ[E%@IJ
RN CHOP k38 hn  GRP78 ikl /b E 5L T 2k
NAION #J 3: 3 ERS 3411,

B2MEE-1 WHEE-1(endothelin I, ET-1) &—Fl
A8 PN R 200 4 A 1) A TS P, T LA 3ok 55 P 3R A2 AR
ETA Fl ETB Z K454, Wi i Ca™ M i, — AL A
(NO) B g 028 R 0T I8 7 100 A8 5K 77 F L i, 76 10 3
B e b R A T RE . 1 2 N AMIFSEIESE
ET—1 7E B i P A0 0 2895 45 v & ¥ — 2 AR T, Cioffi 21
IO ET—1 38 M rNATON A5 7= A 59 5 AR 1) i 5
Wi I BT A 2 g e gk . T A Y B A WA
T AER rATON BERUIR A2 ET-1 K224 e I h
— HA A ) A0 fe it dte S B RIEL ET—1 43004, 3461717 52 Wil 2 95
ERE  ET-1 W FE 5 87K b4 22 B 1R AR ASAR G

33 BEE LBk & AR HE AL A0 firh & 52 K (triggering
receptor expressed on myeloid cells, TREMs) J2& = B 7 & #F
2 i 2 3K 1 G B BR AR 11 RS2 AR R, P A T 2 Bk
AN Ca™ 3 A LEN & 40 B e HE T
kB (NF-kB) 555 55 K F-80E AH G40 R R A2 i A e 55
VEF, IR B 38 55 #f 2 R g i =, o TREM -1,
TREM=2 8 THF5E 5244, TREM—1 2 78 [ A 92 21 Jfd
(PR A B A A L | A B ) I Al - R R
B8 G 95 S A 38 3 A2 1 Toll #F 32 4 (Toll - like receptor,
TLR) #1 NOD % &% N ( nucleotide binding oligomerization
domain like receptors, NLR)%‘%@EZ{ E"Jﬁﬁfé?ﬁﬁjﬂm H
1M TREM -2 WS —Fh 8 24 [ & fe s 505 B+, 7T LA
P B L TNF A 48047 2 -6 (interleukin— 6, 1L—6)
77 A, I /N B 5 40 B A B ROIR S &L
SEPOAE xATON A58 0 0 il 28 4 20 Hh 43 SR TREM - 1
TREM2 W55 45 %] — % K1k 5 AION A —E XL &,
TREM -1 3 it {37 5 JE 2 107 S AR 0 1A T o o 4 ot 22 43
3, TREM=2 W@ i He R o T-/E R FEM 2 PR
SAFEMKEAZEHEB JANEREHZKIEE B
( tropomyosin—related kinase B, TrkB) J& T # & 4 U= -
B — P s B 1, S i R PR i 4278 3% I F ((brain — derived
neurotrophic factor, BDNF') HRF 2K, 24 BDNF 55
SRMIT TrkB ZIKEEG  FA FEE 520 1 W B0E , W
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22 245 35 A 8 H B B8 ( mitogen — activated protein kinase,
MAPK) F1 8% g Bt WL B — 3 3§ ( phosphatidylinositol 3 -
kinase, PI3K) , X #h& R cE R A MHIEN ., 1
PZARTIRYT R, bR T2 N 9 A8 % BDNF 33 97 #
SIEA BB S TekB 2RSS A 0 B PR DL
NTEPE A 228 32 U2 — PRI IR 1R . P TrkB 324K 5
TEREBUARTE T TrkB A2 R FR 1k, AT 80 41 B 2134 15 2
B ( extracellular regulated protein kinases, ERK1/2) &
FI VA B(AKT) {5 58 i, 05250 1 75 G HR AL R 2847 Wy
J&i RGCs HY3 B LA — s AR Al 4500 38 2o I
TrkB SZ R4 S B F) LM22A —4  3iF 52 78 TNAION 45 %
HE TrkB SZ AR AT AR Y IR Sh RGCs MIFEIG 2, R
1RYT NAION $24t 7 HRHURE

35aB-RIEER oB-MIEEH( aB-crystallin,aB-C)
J& T /NRIR ST B GG L, 3 A 78 R AR A 200 I B
AL S W N A Y R e s N S it 5 (N
S0 Y 1 SR 25 R R RN AT O T A A e R v A A AR
FUY . KEFIEEM, aB-C FEA AN GG 8 ih 5 A
ZARPVEF T LAAR T RGCs A AF % 2 R0 A W I Th g )
Wu 25 BFFEIESE oaB-C 833 5 Caspase—3 kR
RGCs [FET -, 7 A0 I R g i -3 v 63 407 v ke 3] b 22 f
EM, Yan %PV BFSE KB, oB-C AT FRACN
(MDA) \NO 7K LA K — % L 5 B (iINOS) \NF-kB-p65
Y BAPE R A | B o 8 LB ALl (T-SOD ) ¥& Pk, K48 Ht
%’f’t{@ﬁﬁ,{%?F%mmﬂ%%%ﬂmﬁ(%&?ﬁ’fﬁjo Pangratz—
Fuehrer %[3{ KPR rAION R RIA A 2220 20 vp oB-C FiR1Y
T, IF5 70N e Jo 240 e e 229 e S5 4 L P 95 A — 3, AR
aB-C 235 AION Y F- ARG, 1 oB-C 677 Al il
I RRALG /N I TR0 240 JHL 3 2 AR AR 2 20> 58 T T 40 A7 3 L 34 i
SR IR AR

4 NAION t#HX B BERE

41 g&MEAFHAXERSEE G722 55T
TR 25 B A o 4y, L6 PR 22 2P T D ol A i 3 v
S ATLAAEE M5 4058 1) ) 287, X AR D Re IR | il 4%
TR B EAE ], WF5E UESE, NATON 58t 15 7 k4%
PEEEIN N F 45 7, Glueck 255 /i EVE WAL T 12 4
NAION 535 ifiL 3 v 5 3E il b 1 A OC 56 R, % B0 HH 2k g
AR IA 5 (MTHEFR ) 3£ CO77T 4 A4 5878 A X 5
NAION & i A7 16 H 2R 5C & o e Ah, Bk 1 7 V3
(FVL) A8 FIEE M B L G20210A 78 ( PTG ) J2 Il A4
PEPE R £ 2 e B O, & NAION & 9% 19 1 78
RS T

42 M/MREREERA SN M/MMRTEIMFIE B & #
A, T T ) B S RO 8 R P R R 2 R B A B
VI RE BRI0489 e 52 A0 A, 428 1) 268 B sl 2R 4 T b 5 1)
JEOAE 2 11 R A 22 25 M AT RE S 0 A4S TR 1 i XU 1S hm,
—BLAR 5T R B MM B A 25 9 (glycoprotein, GP) BT HE
L A5 5 R B bk G B ok A TR i R 388 AR 2
PRI 27 5 A IR 3 2 5 NAION & A — 2 A ¢
PE, I XS 5 Fh GP 28 PERIIIESE , Hirh GP Tha B[
B AR KL H A B A 81 ( VNTR ) B 507 35 14| /& NATON
R — T ST SR R

A3 FBEEEERIZEH Taq | BERESSYE SEEKRE
P AR [ S ( HDL-C ) X A [ st 5L AT 33 1) e a , DA S 44k
PrRABLIMAR I THAE ™, E/NREE S g UESL, NH E

fis %432 75 1 ( cholesterol ester transfer protein, CETP) Taq 1
B R 2254k B1 AR B1B1 2B NAION A5
MfER 2 . XAl REE O BIB1 3 KA R 3 1l %% HDL-C
WSE , TR X8 ML A B B PR AP DI RE , 39 T NATON
R R
A4 BBHR-s-HBEBERSSYE SHHK-s-#%
fitf ( glutathione S—transferase, GSTs) &4 Bt H AL (GSH) 44
A RN G HERS , GSTM1 F1 GSTT1 W 5K EZ LA, ]
PAHEAE SR A7 25 A 5 GSH 255 HE L iR S1, E 2
PIUE 52 BE % O/ 47 40 M %2 52 5 3% P 4 (reactive oxygen
species, ROS) [ 2 PEAE H, 2 45 HL 14 20 B 1% 3 BAR A 3
Wan % BF58 & B, GSTM1 25 3 H Y 5 NAION &R A
A CNE, R W] GSTs Z A AL FT RES 15 NAION
MBI AL 1T GSTTL 25 FH £ N B -5 NATON By ik 2 ]
To @ F AR (BA G P A X 5 GSTT1 X GSTs
Tt T A AR S I AT DG, A Bl 40 I S A4 AT 7 0 A
FIE bR Z (Al A R 2 P4
45 MBHEXEE ATOH7 B E M ATOHT & —Fh s
LD T Maller 20 S35 A= A0 R 0 11+ 20 i oAk
PR Ao 22271 240, A DR N SR R/ N T T A4 i
TR, Chen %1 BF5T & B ATOHT (9 T S 3£ B A
MST ) NATON 25 KUK | Rl AT T ATHO7 5 1048 K
THASCHEA ET-1 Fl ACE MAHELAE ], 45 R R W il 48 1A 1
HASEHE RS RE SRS I NATON JXUBS:, 115 24 5 ATOH7 XU
REGR, AT LA I NAION 1 B HLEE
4.6 c—fos BE  c—fos &) Z A 1E X Bl 22 RGN Y
— PP G IR S TN e i A OB ER LA AR 55 22 ORI IR
HF FATA LR E ) FOS A, i E AN — R EA
ek R 2 BER AL AB M 5 3R [0 A0 B AR N 5 o — KR )i
B c—jun RIB ) JUN H B R G W, 72240 i 1 58
I3 AT SR S L AR A AR R P2 TT
W bR, FEER G AT R B, B i S rATON A5 A
RGCs T #E ' c—fos A HH B — i MR35, 5 K
BRI c~fos FEDTE MK N 25 Y45 R IR —B HIN
HORH R BRI e AT s — AR
5 NG

NAION J& — R oy UL A9 2 AL b 22 4 3 AR 40 gt
Rl PR LA SRR A R i kD, HAZ W 5 % 5118
Wr A . HAT, B AhxF NATON &k AL il i #F 52 2
Pl SR LA 4 1 2 LA AR S AG I PR R R A T R, (R X i A
KRB 059 AL AT AT 155 1 — 2D TR AR ST, BRI A DG Y
HET oy BRI RTEUA B T R VE T 4 2 2% HAH B
SEHE A SO B A3 R At BIF 7 45 SR AT I 3, ME S —
FE R B, A B BE A 5 NATON 4319 BRI il (14 3F — 25
TRV BR Y7 R BEAR SC B
SE 3k
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