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Abstract

e Ischemic optic neuropathy (ION) is a common eye

disease that could cause blindness. ION can be classified
as anterior ischemic optic neuropathy (AION) or posterior
ischemic optic neuropathy ( PION ) according to the
presence or absence of optic disc edema. AION is more
prevalent (90%). Moreover, ION can be divided into
arteritic ION and non-arteritic ION based on the presence
or absence of vasculitis. While various forms of ION may
present comparable clinical symptoms, they differ
considerably in terms of etiology, prognosis, and
treatment approaches. Arteritic ION has the potential to
cause blindness, disability, and even mortality in a short
period of time. Therefore, early detection of arteritis and
determination of the need for corticosteroid therapy are
essential for the treatment of ION. The positive
significance of identifying and managing potential
modifiable risk factors for ION lies in its ability to prevent
recurrence in both the affected and contralateral eyes.
This article reviews the etiology, risk factors, diagnosis,
and management of various varieties of ION with the goal
of reducing misdiagnosis and improper treatment,
thereby enhancing the overall prognosis of this condition.
e KEYWORDS: ischemic optic neuropathy;
ischemic optic neuropathy; posterior ischemic optic
neuropathy; giant cell arteritis; arteritic ischemic optic
neuropathy; non-arteritic ischemic optic neuropathy
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e 1t M F A 2895 A8 (ischemic optic neuropathy, TON)
B EAENR S E AN Z e EEENZ — R
NREAN YL, R AA AR BK I TON R 73y Hif
FBI 1 74 A8 #2205 2% (anterior ischemic optic neuropathy,
ATON) 15 8 e 1fi 4 H # 28995 42 ( posterior ischemic optic
neuropathy, PION) , H:rh ATON B 4 UL (90% ) 5 HR 4f% J2
A B ik 28, ST 2 O 3 Bk & P TON AR 3l ik 4
4 TON,

ATON J& 50 % DA b AFEAPEALAIZE (optic nerve, ON)$5
Vitse s UL I SR 4F 2% 995 2% 2.3/100000 - 10.2/100000'
MR 2 A B3 HOK AR S 505, JEie 2 5 AT Sl ik
2, ATON F B9 180 S 28 R R TTARa 14, o 1 A 0% 522 3 W
J& . sk 28 M m s B it A0 R 22 9% A2 (arteritic anterior
ischemic optic neuropathy, AAION )i ¥ /& H B 4 il sh ik 4
(giant cell arteritis, GCA) 5|z, TR B0 ik 98 4 5 e .
A 2 5 7 (non — arteritic anterior ischemic optic
neuropathy, NA—AION) FHH ) & IR AL i AT 2, {H— Lk
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FHRSER R R CAF 2, 5 NA-AION A Lt , AAION Xt
P75 e S P R NS A A W s e P
PLXTF ATON, 75 B2 T E 1795 DR 2 1), o 2 75 1t GCA
S0 B Bz 2% 1 P 24 40 S BVt T Ay b B

PION A Xt 8 /> WL | 8 W-F GCA A B i) A A F R
J& , R SRR ¥ T 52 2R 24 ATON 4R fiF 14 R JIC 22 3 AN B
WL 5 % 1 PION (Al fig, PION Ay ME— 2 WA AE 2 41
XA A M 1 L [ A5 (relative afferent pupillary defect,
RAPD) fHIARBAG R M, R 30K 43 71 % NA - AION |
AAION F1 PION W12 Wi PFAl F1 A8 S 5% F J Al — 253
DAY B e 3t B8 B I PR TON A5G T4, o438 1 28 3 9 110 A
ST,
1 NA-AION

NA-AION /& AION f & WL 287 29,5 85% . 1817
A1 [ E A Jean — Pierre Saint — Yves B K id % T
NA-AION ;1935 4F, C. Miller Fisher % NA-AION fi T 5}
TR A I PRI , ik 3 JH RS 1V | JC R AN i 1 A0 K
R AFAE . NA-AION 2 k4 F B ERE T35 ki
2560 %, AN KR TR
1.1 REFEFREAEIESE  NA-AION (5L AR B
A PR AN TE AV A H T R A 2 T AN 2 5 5L
ON (1) 201 Bl I 4 A58 AE. , £ A A0 19X B 44 28 715 200 I8 ( retinal
ganglion cell,RGC) S TR, B T AT LA
Sk i A Py BEEER 5 6 B0 K T i ik A M ARG R R T
KM, B & THRINE: ON “ LA A, L HR X T 4544
PIBF AL, IR A AR L < 0.2 J& ATON [ FE R A
KU kR YERIE SN E ON il 28 R 5 5 40 2L Ry #5403
RASEH RGC T, X —HIEE E NA-AION 1%
B (W 5 s A R K s ) A BE S S EOEIR
Je % 2 A HE V1 D R A 55 1 (R I | I B 22 Jm)
SRR A L DA 2 | Dk O 2/ M 2 AR RLFL Sk a4
B B0 T AL 2 45 S S0 AN I 7S B D & I LK
FLLR Al fEE NA-AION K4 — A EERNE, 5
NA-ATONHSE 1 4= B fE 6 P 3R A 45 5 1M & B PR s 1 BEL
TN R M PP WA B £ 5 oAt mT B A PR 28 v g IILAE | 23 1t A
AR, HEAb 84 — 225 Y P BE S5 NA - ATON AH ¢, an
i i AT ) 700 R e A T

NA-AION F 1) ON 7K 23 FR3a i 4%, 5238 ON ik
MLANA R 52 wk 9, RGC ik &4 F2 51 mo J&, bl
LB ZE 4652 mo J&, ON K I 25 fife | i 22 47 Y 35 45,
PARBE R, FL K R BT I DA B R A, X80 fif B
T R4 NA-AION B &/ W (29 5%) . ek, BT RS
R Z AR [R], X IR NA-AION 5 a KW %K 15%-20% , %
B 5 KU 15 309%-40%
1.2388F 2 40% 1) NA-AION B ETEGE )G R T
[, 24 309 1 H A0 11 % &2 207200 B RG4S R A R
L7 e N T G e o 1 N 1 D7 i S < 11 )
BB A H UL, S A R e R K, P L Sk
W BEMEAA SR AT WL I, XN IR A2 2T P
4R F P, NA - AION 755 AAION 440 % 51, 46 F 1
AAION &R Mtk . Beoh, NA-AION 175 5 55 )L
FRESRAHZE A . (D) MMAER . 2R THERLME,90%11 &
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BRI, Rk S o] i), S0 2K b SR R Bk
£ D WL R e e Bk v . HRIE MRT A BY
FXF R R AT X 43 . ON 1 5 2 40 pf 242 % 1 L 10 38
B {HTE NA-AION /UL, (2) 0 s 5 Ik BEL 2 . #RL 1)
I 5 Jk BEL 2 £ AR, TSSO L3k K P, (LR I S 1t A %
BRI R AR, (3) S PERAEXT ON 1Y 8 A I 5
NA-AION FYSE AR FARAE AR, #R 25 51 B 77 $2 25 F1 ON
ZE4 . MR BRI 008 M He e (R 28 38 ik I ) dee ) ]
RES IR ELA R , 20k 8 P AE (iR o ioRe ) wT 51k
SO 2R St e (A K /b L, AT 3 524 2
A AT 400
1.3349F XIT NA-AION i Jc a4 S riayr ),
TEREAEAF ST | B2 26 B B2 ) 7 AR IO AN — B, 7
— TN A 600 5l NA—-ATON &3 () [l Btk o 58 v, 1 AR ik
JE (R 80 mg/d) IHY7 1Y R E AR IATT I R TE 6 mo
BERR 7 B3 1Y L A9 T 5 (70% s 41% ) 1™ B H At — SE 7
GEENA A B e Joe 25 [ B2 25 W 1k NA - AION #9135 3k
U TR R A PR R B = AT IR YT T 5, — L
B A AT 2 2 B D 45040 7 I R A T U 4 B R
S B2 B R R A 25 B AR T S A P
H K A F (anti —vascular endothelial growth factors, VEGF)
AT LAY A% A 45 7K R B b A i 5 R il 5% A 4k % P R G
Bennett 25 5 1 B B R I 1 B 0L AR B BUIR T At
NA-AION, ZIIRYT 5 B #0770 ol s s (B AE — T A
25 BB (17 BIAIT A 8 BIAIAYY X ) iR REAIL AT S 1
RIS IE IR YT AL AT T I o 28 27 4 2 R
IFBATRA k35 A, B IR TE BT VEGE 259
Yk K NA-ATON [T 7 XU, v] g5 1 5 I 4 T AR P9 T
FHE AT VEGFE 259 #0125 W 4 7 R AT 56 BT, (i
Fil VEGF 25453697 NA—AION f77E— 8643, B — L
¢ 22180 3 FARIGST NA-AION, f03% ON JEA 3 55 4k
VIBRA AR ON VIR (HAS A & B B 3kzs " .
F B F X MR NA-AION 1 5 a BRI EE DK 15% , —16
[ A e A P B ] DT AR R AT 1 (A AR T R B, AR
FHBATE] VEARE) NA-ATON (35 A e 20 7 IR & & %t
AR 2 975 23 5 2 AR FF AT = DU AR ) s AL AT WFSE %
BUIF R ML MRAE NA - AION B93697 P — S8 25 4
L P 2215 250 R 28 (R4 245 0 T R — P e 1R
SOk AN AT — s A A 2 M B SE, A i &
B LT A R Y A RRIR B 2 S 4 I
Jiig 20 M AR | Captase—2 I3 2 FL A ISR EL
Wy R N R R IR ES B AR R R T 4
AT — 5 BN X AR AR /N AR sl it /D X HE 2 1) SR
PR 382k 40 A RR Y AR E ON P28 FiE &2 H i
AL TSR B

NA-AION HIG Y7 B AR IR AT e 42 i v e vl el
AR FERE I, B e 1k B AR & AR NA-ATON %&
PEROY AL, 22 RHE YT A B, AR N A R
P2 BRI R 25 75 0 A AT R AT R G
Wor R 2%, s L HE. W PR 5 g I i R OEL 25 e G e 2
1FEEAIESE, NA—ATON BB I i KA | 8 Jin ik 1k 75
i, LR ARG 5 I 45 50 0 JRURS: 1) ke 5 B 7 AR D %
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LR 259 LA B 1 2 T ARG i TR, I S e R P sl st A
FEEHR N R IRYT oo LSk L
2 AAION

AAION # i GCA 51, /b WL R R 255 2 sh ik R |
F G 21 BE R 98 R A R 92 58, 1937 4F, Horton Fil
Magath 1 K 4 i T GCA 5l# M )y 2 & M F
NA-AION, AAION ARk il 3% BB Ry ™ 5, 54% B E 1
MR B BT 22 20% B & B o TR, BN
PARTT B X AR R 2 & AR B it s AR L BR AT
Psh, BE R A v | T2 Bl ik e J2 Ao BILE BT 45
& B A A I & E . ST AION, BE A 75 R4 [A] GCA 11
AHOCHE AR, A& . Sk B0 T B AT (H R AR AR
A ) BN Sk B PR AL A 07 IR R R R
AR SR R A, 75 2E AT 42 1 200 B 3 %5 ( complete blood count,
CBC) £ 470K R (erythrocyte sedimentation rate, ESR)
F1 C WL FE I ( C—reactive protein, CRP) &5 AH 3¢ 016 =
Kt

GCA J&—F JF RS W (18w K I 48 2% e BB Pk 7K i =7ty
RGN BT B AR R IR 2 — Y GCA BRI R
B A W5 38,50 %2 DUF SRR A o 28 L, S35 R R A
75-80 %, LML TR (2 1), Z T HEG AR, EHFH
ZRTHERES | 8%-20%1 GCA BHL 1M
2, AATON S # UL B9 S IR R 3l Jbk T 3% 2 2R ) T B[]
k5 | 400 00 i rr e S Jok BHL 2 | AATON | IR e ifn 25 A5 fiF AR
MEALA BRI, 10% 9 GCA 34 P sk i 32 & 55 T IV 5k VI
iR 22 i A
211287 5 NA-AION 241, AAION fy S e e th & 7
BRWNAVEIE R, 2 44% (1 B S e 00 T Fr 82 T &
A — i PSR AL ) R, D R T R R (8% ) (&R
M(6%) LI (<1%) >, BERILEI 522, Y i
HP G AR, LK R B A NA - ATON 8, 0 4L i (0,75 11
SRR UL/ H L X000 AR P R 45— B TG I B A PR X
BT 5 NA-AION #4728 5, 70% AAION & # FE4F 3k
L CEBURE PR IR T, 20 20% AAION I L4 5
SERFEH . ESR A CRP BT T 55 (1412 I 4502 24
85% , I FI 125 B RURE BE 35 97 % (H R S VR 3 30% ,10%
) GCA B IR AR IE R

PG E XN # 4 GCA ZWikrutE, T 20 AL
TS5 &l 3 5 G (1) BIRAEIR =50 %5 (2) Bk
oA B TR 0/ 28 TR AR 5 (3) fih 2 I 3 2 ik 1 R B S
1859 ; (4) ESR>50 mm/h( Westergren ¥ ) 5 (5) A I K 1)
TRIER | 352 2 BN B A 40 I IR 10 1A 2 b v 4
WA SR E A, AR RIS Wi U 94% 45 51
5 91% 7,

N KA PH P J2 GCA 2 B S s 1, R B M A 2
Jib A 2 RE £ LS PN 3 T IR IR (L LA 2 B 3 A Tk B
FLAIM,5%—10% ) GCA 2 eI UG R i S B | 7
BETERFSE o, A JLFI AR 4 07 1 7E GCA Rz Wi b A E A
SERYERIL . (1) R0 2235 8 75 ] DL OLER 3180 8l fikopk 75 1F:
MDD, Sl Bk A BE SR 4G 5L, S B Ak, HL2 W iRk
JE VR S B 23 30 R 69% —75% F1 89% -91% " JAYT G 1Y
2-3 wk“EAE” SR (2) MUBh o R R A

TINS5 3850 20 oK BE ATy 98 AT UL DA A g Jok %« PR, Lk
JERRE S RAET ALY S (3) R4 R 0 A R R 3
e 12 ( high - resolution vessel wall magnetic resonance
imaging, HR-VW MRI) 7E AAION FI NA-AION #43 #% h
B AR, fE—WRTIE M5  HR-VW MRI 7E
JIT A AATON B35 ¥ & BT HR 3l ik B 4% 4 ek A%, {H ¢
NA-AIONEE Hh A R UL, 12 Wi (9 S500R% B RN Re 5 B2 3 ok
100% ', (4)3D B0 PER T1 A R i 2% 3 3% 115 ] LA
KEIE] AATON f82# 1 IR IS 2 ik 32 3R, SRk 8 R Ry 5 3
I3 9K 92.9% F1 92.3% 4
223847 KIAYTY AAION BRIk 54% -95% ,50%
ARG R DR 2 2 A= R B R T I 1 1 24 4 ) g s R F
TR SRR 139%  FrLL, X F A 58 AAION B
S B EA T 5256 %8 46 4 (CBC  ESR il CRP ) FMifi FH ¢ i
FBEZGY, 7€ 24 h X s fe BB 3 R4 380 30 ik 0 Kz, {2
ANRE R T ARAG 535 1) A ZUbR AR T 3R B2 S5 258 [ 1 245 49 1)
i, R 1-3 d BHIKJE TR (1 000 mg/d) w697 5
BRSNS IR 4525 (1 mg/kg 5% 80 mg/d)4-6 wk'™',
B TS [ % 24 9 A ek 8 V3% LA ESR R CRP R B A 8
SLE 1-2 a WB W W A, BA N H I 2 5§ e
(7-15 mg/wk) AT LARE /D B Jot 25 [ o 24 9 1 4 A, O] LA
AR AATON F9 & &R, FLER PP (A K -6 ]
) SR — PR A 26 [ 24 R A BB I ME TR
JT GCA (2™ ml LY AR CRP T CSR, Wk 20 17 Ji
5 [E B2 W) B 1, 29 70% 5634 B0 5 T FF SR R Y
B4 B A A A3 1k 17 FH /N et BT ] D AR LB GCA 1 fike i
A AH G B B AL B IIE ST, BT w] DG el A
WS KRGS, LA RRAR I IRURSS: ; TR RS R FE AT ) DG A R 4
DU AL TE H I
3 PION

PION i REE /> U, | 8 S A i LA afn 57 05 44 400 ot 265
A8 AP KB . PION 35 Kbl 4 H F K .GCA
KBk R ZE A, B ARG 4k % PION 8 % £ BN
MR TCIR AL T2k ORI 22) , B2 0L, 3 &0
AERA 2 50 4 R A IR R L i R SORE R e s, SR R
AL TR FOAE 2R S PR MY 7 h DA AR AR rp i
JMAFNE . PION J& 6%-7% GCA #1135 1 JE
A, I, SR F ARG AR PION, W HEA GCA,
3.1i2HT  PION i % @ HEBR PE 2 Wi x4 T4 3 I F R
LRHIZ/ B GCA 1B R ZU A BE PION A A] ek
P78 2 38 8 TC O A2 G 0T i AR X A T 2 A
Ve, IR B # (D ERE S A 1-2 mo & & A5
45, PR A B, AR 50 B R EE AR X R Y RAPD,
MR XS FR &I RAPD ANBH & . PION [ M s 2L 3E 40 Y
W KA FU AR AR A, 75 B HEBR BR 5 A 28 48 Fn o or
PERGAE . AR, XU PTON W] 55 figi P R g 3t R AR VG, 75
173k FERIHRIIE MRI 4, 32 22 ON "I BB R B T2 15 5 140k
FIRHZ R
32387 X TFARIGLEK M PION, H T JCA RIETT
Ji k. SIEFT M AR IE LR AT A8 R, iR B
N ZJEAT T B J2 G 8. GCA A 3¢ PION (934 97 J5 ) 5
AION —H¢ ALFE S0 S KAy | B oS [ B 25 03 7 R 3
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kg, FRT, X TR A AR Sl Bk 2 1 PION B WF 58 8
PEAE R ATBR A7 /IR A 5 £ 3% 10 T B Tt 256 [ e 245 W A7
fit o 1N S T 52 0 MM B T S5 T P O A
2R B, TESHR T390 3 Ik 55 TESHA ST PION A 88035351 4
77% 1 84% . WLAT i AT —LEBIF 52 il FH LA 22 2 < IR 7 A
KT BAEZRIAYT ION, KB T — & 19l AT 58, (B 58 A
DX 7 iy 8 1/ 788 TON™
4 INEE

BRI ON L0589 WL, JE HAE E4E b, GCA
J& 10N B4 ™ B R EOR A, 25 SR Bl FAR YT, 23
BB R, X 50 % LAY TON B 2% &
GCA BRI REYE, [ GCA MISC TON #UR 822 , Bl kX il iR
3% FURIRIT I SCHE, S R A BE 25 W) 2 IR )T GCA 1) —2K
iy, *TAES k&P TON, H HT % I A B IR YT 7 %,
e N B B [N B2 W) M AF AP, i = 22 Pl RBEAR
T BB IR AE (B 55 — D5 T, X T TON L3 £l ] B ot
B YT IAS GCA TR i2 Fir S 8O ™ B 5 2R 78 I IR
TR TAE P HA —& 2 L, PR AT RE I ION W 7E
R AT AR 4 6 PR 2R, % T By 1 S R A R HR 2 VA
—E BN S, X AION, B8R T 38 iof 28 35 110 E DR A £
TEM 2T, 10 NA-ATON I AATON 1 % 51 76 92 Brilfi PR
TEAEAR R, 5 B0 A 5 52 96 4 A6 A 31 3l Jk 135 A6z S 4
TRISZAR A TA/D WL PTON DU 5 2 HE B JH At 5t 4]
BB ON 8 J5 8 12 7
SE
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