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Abstract

e Microcystic macular edema ( MME) is a characteristic
retinal imaging finding characterized by cystic changes
within the inner nuclear layer (INL). It was first described
in patients with optic neuritis associated with multiple
sclerosis ( MS ). Subsequent studies have shown that
MME is also present in a broad spectrum of neuro -
ophthalmic disorders, including neuromyelitis optica
spectrum disorder ( NMOSD ), non - arteritic anterior
ischemic optic neuropathy ( NAION) , and hereditary optic
neuropathies. Moreover, its presence is closely associated
with disease severity and visual dysfunction. Current
evidence suggests the occurrence of MME in neuro -
ophthalmic diseases may be related to retrograde
transsynaptic degeneration and vitreomacular traction. A
deeper understanding of the clinical characteristics and
pathophysiological mechanisms of MME may provide a
new perspective and scientific basis for the clinical
diagnosis, disease monitoring and prognosis evaluation
of various neuro-ophthalmic diseases.
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THBERE ¥ BE K M ( microcystic macular edema, MME)
JE— i 2 B BE b0 M 55 L ) B PN % 2 (inner
nuclear layer, INL) FFRFIEPEIR IKFAR 7RI, ARG 74
Wi )2 F1# (optical coherence tomography, OCT) T Ay L #1
fEG S JR PR T INL A 22 % 300 53 i 1) 2 AT e e 5
RIS RAHES T B TR OCT UG H AR 1 & '
LeX MME DGRBS A B A, il 22 HRBLITEE T MME /9
Wl 2, Bl MME B840 A IR 45 U5 2k 28 4 5
PRS0 1 1) W AFL LA U0 R AR LR AT R o8 e WA
K, i — 25 B B MME 9 i PRARAE 5 A AL i BoA 2
B, B MME 7E #f 28 HR B9 0 08 B 5 i R A —
1 MZRARRHE X MME BE X 5&RiE

2012 4, Gelfand %' 1 WK 1E £ % P 58 4k ( multiple
sclerosis, MS) AHICHL#H 22 4 (B3 1 #iGE T MME, %2 & 3
W B A 44 R 2R AE B OBE K R ( microcystic macular
oedema, MMO) , Jf & L HC 5 9505 1) )™ B R BE AH OC . MME
HATZEiE, nl DT 2 Mg, 4345 A [5) [H S 2
P RR R 22 22 405 AT 1% FH OC M 8 BE A5 1% (age —related macular
degeneration, ARMD ) . ¥# JR 7 L ™ B 55 28 ( diabetic
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retinopathy,, DR) , DA B 7% B 7 i 21 b R 5 T 2014
4F, Burggraaff %6 i — L 414L T MME (92 Wibr if : MME
AR PR T B M B INL 097N 55 BR8N 5
BT W o0 B 2 1 A b A, FLTR S5 B X
MME WIfETEIR R E2 500 3 . (1) A A2 7E I X 1) R
IFIE] =1 wk 9 90 U B B4 24 A 5 (2) Bk AS/ 3 S A TE
A 2T — Ul TR S E B D 4 R K B
(3) HAAFAEIE 2 Fr A (I PR ] =1 wk (19 2 R 475
genl WY P IRRRE R JE MME Y 322 8 R i, I LU
P25 BE 3% R %W ( neuromyelitis optica spectrum
disorder, NMOSD) &z A5 UL, 7R 0] WLF MS FHICAAP 2 R |
Al ik 2 4 iy 8 Sl if 4 R A 22955 48 (non —arteritic anterior
ischemic optic neuropathy, NATON) JREVEAL R 2N AR
APERAME PRI 2 A 5 O R G B AS M & IR LR
FARIE MME (19 59 58 52 A A e i S 32 28 R HL Ak, BE
PRI 25 A B W& 1,
2 HEZRBHRRFEZ MME &)4% B4

MME 1 & A= AL 8 AR 56 4 B, H A HoE iin)
RV S Z2 i BLIE i, JHC ool 47 185 2 i 728 P 3 1K 2 B
#25| K Miiller i i 2 68 B i A Ay o = 224U, LA R AE
BN R ARG S T e S 5 Hh Y (1) 3047 5 2 fik
PR T - PP 22 5 72 5 SO D S A 8T 2 S ( retinal
ganglion cell, RGC) ZK , 3 ik — 25| L P )2 400 I Je i 25
JC (ARRU A0 A ) 96077 15 2 fh A2 M, B0 INL 2544 58, 1
IR WFSY & B, MME JE B 530 vT BB £ Bl INL
HEJRE A INL 5B ASAR AT E S MME 22 A4 5o 72 v i)
WRARFUE S (2) BRSO B2 5 B U 2 T
BCHLHI AL R 2 RGC £ 2k 25 il il o B SRR R B
TN 2 3 B B B S R e AR AR R T PTA R R A ) T
BE SO UM I, SX R L AT BE 24t HE S e JEE P 1, 15
IAEF= A B F 227 (3) Miiller 200 3 RE B2 1 .
Miiller 21 A {7 F INL, 3% 35 /K 38 18 £5 H 4 ( aquaporin — 4,
AQP4) , Z 5YERFILIN IR K 4312 i F1 s 1 R4S ) fg 5+
HAT S O R AR O A R B R R S R Y.
NMOSD Sz A2 P4 0 1 28 25 45 45 B o, Miller 411 /0 452 13
A AR o PR R ) PN R AR IR iE MME & A0

*F1 WERBRFHERX MME BiiEK

(4) RAE : AT REAE R PG TT AT R R S 5 MME (1
KAl RS T MS FE AR 0 8 0T R
JINJIE T 400 L 8 % B A 2 T 405 T RE S 5 MME B R
SR, B 9 22 B0, I 90 E A0 e 22099 728 B8 3 [ R T oy
P MME , 278 RAE 520 - AE MME T 80 0 06 82 45, X 36
Bl MME F9IE 1 T B 3 SR T 00 4 28 358 43 5 1) il 280
AR W 9 SN AT R 7E 49 28 B 15 5 T R HE TR AR
R, (5) S ML 8h 112% . MME 4 & T 5 B 55 5l 52
B R G R 32 X sl iy i AF X A 22 | 7% S Bl i 4, L
FUEHE B NMOSD fE 35 i I I G L &R 48 &4 T iR
AR AR Brar 270 HfGE MME 7] R 3H K18 PO
B, P 10— P I’ 5 5 7% ( blood —retinal barrier, BRB)
THEE S Al AES5 MME JE ikl
3 HMAZRPIEFELEZ MME I BFRU

MME F4E—Ffpb 37 (1590 SR, HO AR 2 # 4R IE 5 1%
57 B R B BE K I (cystoid macular edema, CME)
FAERE XS, CME &7 T 00 W0 B AN AR JZ 1 22 B8R AR
T, H 5 RORE L RS K B ZE DR K A PN B R S M
KT T H R ANR A AR B, £ B OCT 5 IR RO
ZEIME 1 5% (fluorescein fundus angiography, FFA) AJ 528
AR, WL 2,

MME 4% .0 518 24 45 1F A OCT F B BE X INL 4 1)
55 ST ICEE , PTAERE INL Ry 3 )5 (& 1), Heo A i B mT
B % 955 5 28 RUAE AR 22 1Y L AE 20 4h i 1% (infrared
imaging, IR) "', MME RJ &34 5 INL 3% XT3 i B X,
A BT RN A B K zs [a) 4rAit . FRA BoR , MME £
BT B2 R B , 22 W HIE s 32 BRI 4
BIRALH]  DEORFI T R BN, #28 BRB JI6E S
WA e S 5 H A OCTA #E—4 % B, 34> MME &
HAFAE SRCP Fil DRCP I 2 TR . AO A% T Mg
FI) 55 INL Folc B XF 17 (14 i 2SR5 AV 15 IX R, 30 L 252 5 S i el
A5 BABTE SR AT OCT ) B F14, SLO ALt
MME [ H e LB o 1) S 5 S, AT 1ol OCT 1Y
BEEANT
4 HZRFEFEX MME
4.1NMOSD  Gelfand " BF 55 % B, #4920 % 1) NMOSD

FBFREL R

PG 4 B RIGH(%) AR R EBERFFHLE

NMOSD HH A4 25 56 20-26"7  OCT;£kBf RNFL & GCL 5 AT S A8 P Muiller 200 i T ik b A% K
OCTA :SRCP .DRCP % [AA% [+ SR TR Sh g

MS Hi R 28 2 5-611 OCT . 32 B S ¥ BE &) INL'™ JREAN A 2R AR K g 4o
SLO: B HE X 37 H 5 X 1

AL 2R AR 5-61% OCT % FEHE ONL #4511 LR IR RS 2 Miiller 41 S 3511072
AO : BEBE XA B I X L

NAION 20! OCT . #553 H BL-5 AL 8K AR OC W 4 8t slum el 28504 R 8009 Miiller 41 i 1
MME , i1 5375 0b7 , Jey B TR0 25 0 Rl 2 figpEfg 2

R AR 229578 18 OCT;MME Z {3 F 5 0052 3 B33 405 K R e 31 S 3y sl A7 A ik 22
FIKH R ) INLE
SLO ; T HE X AR S X 1>

SMGPE R IR 7E 20! OCT . RNFL 753, INL $i7E 25 5 a2 HMITT % B i 28T A

SLO . ¥f1 FASRA 1 C B " IR St X
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%2 MME 5 CME &% %51
AL E R, MME CME
OCT FE BN INL, M/ B HO EBPESS SRR 5, R/ S FAORBESN DR )Z , 38 0 R SF ek, DLEEBE o0

2559 20 pmx30 pm-70 pmx90 pm; Z4E h T EH B .0

] 500~1 800 wm!”*

o SRR R A

FFA KEBTOFHHIRIM, AL 174 BF 0 W ROt RO I3 15 T, W 309 78 B IX 428 Al 780 8 9 A 98 Ol
Bl R

B 1 NMOSD # MME 2#&/ OCT B& A B.JRfl 1,%,48 2, ZEMIR JHFE 33 mo, B AERFIEM S 0.02;C. DRl 2,4 ,33 &, /2
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PR AL I R R

BEAEE MME, H AL T4 AR 28 58 055 S0 i JB R J5 &2
fgE it — 2 s, NMOSD (3% MME & 4 R 25 4 20% -
26% , W1 i = T MS & 7 AQP4-1gG BHMEAY NMOSD A
SR ZE S R HP MME % 2k R AT 1k 24 409%™, LAk,
NMOSD .3 () MME 5 RNFL F1# 2235 20 }fd /2 ( ganglion
cell layer, GCL) J5REU/ S AL T REA 2 4 5% , & ] RE S ik
TR . OCTA 7%, SRCP 2 DRCP Ifi
RN M, L A ot A B AR T RER T MME H B
H i, NMOSD AHX MME % 2 A& & 5 HL I i A 50 2 W
AIRERS B A 2 3405 I A A T e 23R AR I S 4 088 ¢
i IV A K BRB hBESF 3 G L2 A ™, AQP4-TgG 4
SHY Miiller 412l AE-S Al -5 SC0L I JIE N A R 25 2k
o, AR 2 B0 S B RGC 2 2k vl ik — 453 5 185 58 i A
P K ST AR B, L R 0 INL (e Rl A I A ™,

42 MS MS HH& N MME JLF-AY W T4 #1428 48 (optic
neuritis, ON) J53 52 A HHR (90.5% ) , iX F 0] MME 5 REFEAR
P2 5 BN DA 2245103 25 VT AR 56, 9 HL MS £ MME &
AR TN J5E 22 Ao N R S0 , 7T BB 2 ON K 6 RS 4 i 4 285
JE# 0 Kaufhold 45V BIF 53 % B, 2 98 14 W0 25 J1 1614 1
TEph 22 27 4k 2 ( peripapillary retinal nerve fiber layer,
pRNFL) JEJE 5 MME & A= XUFS: 35 I AH 3¢ , Horfr pRNFL JE
JER T 64.6 pm B &£ MME 89 KUK 5 2 7H 8 (odds
ratio=13.6) , A BFFEHEN , MS H3& MME 8 &AL 500

1934

DR RS 22 50 Tt 2 45 TC B DX Y R O B S IR A
5 RG] RSN 5 4 M 38 T B RRE BN S8
T 5 A TR AR RR SR I J 4 Ao S, () ) AT BE R B BRB Jmy
HREIR T MS Y MME 52 B i) 2 250k, 2 80%
BIFEL TN S0, 5 R A MME (9 SR IR A L, o
LKL MME #9 MS FRHRFESEZE I A7 70 0L 19 JI5E INL 3 J5
B

43 BEMMMEZELT  Carbonelli 21" IBFIT $E 23
SBLAR R 2295 28 ( mitochondrial optic neuropathy, MON) H7
MME (1 5 R 4K 5% - 6% , HL# 15 ONL 345, BEAE
5, 764 IF MME i MON &, 1] i DA B B 1A B
BEAE T SRSy, A I IR A S A A BE Al b AR R e AL
BT, B0 ONL 3§ J5 Ko 28 S P (e s 0 G, 3904 7 M 15 5 fi
AR VRS DR R HE MR FH T2 8 Y (A I g A MR
25 25 45 (autosomal dominant optic atrophy, ADOA) N
MON F % WA ADOA LI XU AR 77 T & R R AE, £
PP A R RBN A5 1 S 6,58 S, 23% 114 A T R
MME , H 1% 28 555 UL T80 7 o BE T B RNFL B2 3 (19 41
BB R AL Dy I, B R AR E A JF MME (1R H
I UL s MME 76 A0 N RIUCAHEIFDERE X, 5 IR 4
55 S X AR A0

4.4 NAION  NATON 8 rf A7 8 P 1 J57 A (] 1o ol 488 12k
PO 43501 kg T 90 2 A S A 0 TR A A A T
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AF X ISGEAE T K45 Miiller 20 i Ty BE P A5 AH 5C , {HAIL
il 4 2 AT S R R A S BRB M SR EL R
G Z BB AAS T Miiller 240 A 55 02 WSCRR £ £ JE ok 1) 7 B
PECAR Bt A8 457K i 71 38 T SR IR A2 T A K T
FEBUE N B RCG 235 25k 51 ¥4y 5 58 b A2, 2 3K
Miiller 20 /i 5 8 322 M | o3t B 25 IR AR R R TE 1L, 5
AR VR L 7 VI VR R Sl NI R I S
Chapelle 250" §F 58 % 30 NAION Hf 4L 90 55 9 14 4 727 5
6 moRLIIRELS SR AT W E G, $2 7% NAION AH5¢ MME 1]
REJE LA 28 Bk M0 400407 /5 2 i B A R R I P e A T I A <7
ML RE TS &K o
4.5 FBHMBMAZHEET 2016 4, Port 25 HITTREYERT 5
B AEAR U 28 2 PR PE AL 22 25 4 1) S8 R MME 1 &
A2 20.4% , LU 38 P R0 A 22055 718 R S K, G e o
VRIET A28 62 T 6 PR 38 A Ry o L2 MIME 14 HE 3
P RLAE Dy RE S, AT AR O < ROV (5 5, ocT
78 MME 223 55 105 388 8% 453 405 DX SR 4 xef Bz A4 &R A6z,
e AR 38 A 2 S OB AL ST B A5 R, MME 37 T 28 5
S INL 5 R Ao 25 ¢ J0 988 s 30 A A 22 S 850 0] OB BT e 3
iF, MME {v F 3 BESUI INL, H INL JE B 5 R 38 R 2L )
TEARDG, SLO AJ UL BE X AR 5 X R, 31T
R AR M S 5 T3 P 78 A G A E O B A | R iR
VI (UL ) EE ST A, B R R
FRHE™
4.6 SMAMERMERE  SMITEI PR AH K MME £
RAETHMIG 612 mo , 5 A 45 45 LA LA 2 4% 45 AL o
LB EIN EEERAP ) MME £ H BT RIRW e
Ja iR PERERREE AL ST 0B, OCT s IR RNFL 58 2kt
KB AS T, MME FIT7E X 38k INL JRy 34 )5 | HL 2% J& [l
A ALHCTE 5 S S s, 0 A YRR ) MMEE g 728 DX gk, m]
RES5 M5 | A 19 INL #2800 PR A8 M (an g M i 2R 4R )
FHSE, SLO ™ MME 2 534 SR Y« C T2 55 S 5 X, A
A2 R | R o, RGC & 28 R AEXT FRME:, i S
HMME RIREME A
47 HiRAEmE  HARTIF R MME #9020 22 10
612 1 2 kMR M 4% 28 ( chronic relapsing
inflammatory optic neuropathy, CRION) "' &I i H ¥ 28
AR P BRI 2R L B AR T R A B B
RBP4 /0N T8 Py R P T SO B 2 AR A
Hipolito—Fernandes 2 18 1 ] 51 % B M A% d4k L
WP J G 5 B XU R e P A 2 R BE VT 5 mo B
OCT /- XUHR RNFL J& B3/ MME £ 5 8 B 55 37 E 43 1
A BERMR R Z W, . Balk %7 76 1 ] CRION g2 UL
ZEE] MME , OCT 2 3 A 3 15 1R 190 58 pA) 1M 371X 1) 22 22 583
S RE PR XA £ AR IR AN G 175 & HL A (visual evoked potential
VEP) P100 9 7 PR 301 1 35 S 3R | i &1 B 5 i e 41 1 1%
( magnetic resonance imaging, MRI) 7] UL S 08 4 28 48 4iE
AL/ E 1 MME 22 9888 % B, P 3R S LSk
BEAC ) RNFL S5 (/M 240 T8 2% ) |, #E 0 MME
Uk T2 AE 2240, R Pl 2819 200 55 5 floh 3 7 728 M
Miiller 2 a2 i B A 2 ] 43380
5IMNEERE

MME J&5E 7 F INL B9 REAE- 38 1k AR |, 5 A 3 — 4
SELA I JEARAE, TT LT Z R ph & IR BB, i
OCT ,OCTA SLO IR 4552 (R 24 A ol WA R, HE k4=
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MME 7] RE82 f£ 78 8B & , I 77 RE 52 ma s i 25, 4R
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BN 8 PEAG R XU T e B v T, Rk T i —
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