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Abstract

e Rapidly increasing intraocular pressure (IOP) is a
typical manifestation of acute angle - closure glaucoma

and an important cause of ocular tissue damage, vision
loss and even blindness in glaucoma patients. The sharp
increase of intraocular pressure in a short period of time
in acute angle-closure glaucoma will cause characteristic
damage to the structure and function of retina, choroid
and optic nerve. Currently, the diagnosis and evaluation
of the course of glaucoma is largely dependent on the
state of high I0P, changes in the optic nerve and visual
field damage, but irreversible damage to the fundus has
already been made in glaucoma patients by this time. The
microstructural changes in the posterior segment of the
eye are more sensitive to high I0P and often appear
before optic nerve and visual field damage, which can
indicate the damage of high IOP to the eye earlier.
Through the evaluation of the imaging characteristics of
the posterior segment of the eye, the morphological
characteristics that affect the prognosis of glaucoma can
be explored, which is clinically important for the early
diagnosis of glaucoma.
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FHOCHRIE—Fh 2 R AP, ot R FE A
A PESCE TEIR S, R L H T R S8 A A IR T
BT OCIR AR M E S R R U M 2t i £ 2
T EHR (acute primary angle—closure glaucoma, APACG) &
PR IR A AR IR SR T vy, 233 i)™ o A HR AR 25 4
FIDIRE MR , F ELBLE RN ARG 1 B
Se A1 T Wr 2 1% B R ( optical coherence tomography,
OCT) HY A& Ji& % T 2 M A £ B 7 DGR 2k v R s I IR s
THIE SRR TR AT AT SR AR AR, AR SC
X 4% FhJE T 2 55 IR FE (acute ocular hypertension, AOH)
R S ) 92 56 25 5 LA Je APACG F8 35 11 18 1k i BT
RAESE TR AR5 35 45 M B EAT 2558 B 70 2P M)
AT JCHR A Y BIS SR A al {5 B = A PN 4R AR
DA A A BIF 5 B AR 1) JEL B
1 AOH YRR /E T RS HI B
11 BEHXRAMREENBE  1E OCT X 5 B X 454 1)
ST, R B XA 43 S = AN DXl rps T (DL BE
FULEA N 1 mm WD) NS (EEEBEEEAN 1 mm F)
3mmAYEIR) SR (R ES AN 3 mm F| 6 mm [ [H
) IR IR RISNER 23D 15 R 7 S R pd A~
PR, 7E AOH KA 5 B8 5E X A I A JEE 2 A4, 2 5 e R
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JE % VR A8 7 A8 Ak, Zha 2500 % B0 5 HR S 37 48
[ i B e 1M JEE B O BLAE IS 1 mo I 22
SRR EAM EEBE P PR R AD I ) 15 JE R A AT 2L
HYEAE , ABAERS AR BRIA] 1 A8 1k, H R AT ige —
258 Gallego—Ortega 209278 AOH K ERAR Y (87 mmHg £
2 90 min ) HAE AR IO 1553 A A 0 JEE PN J2 (DN 2T 48 S22 B I A%
JZAMI) FRE R SR Z (NS PACER JZ2 P A 380 00 D) €, 2% 1
B2 SIS e B, AL T IS A 2 S0 7 R R R R A1 2 A
R T XA R R0 A A8k TR A I 4 S22 J5E B A
VAN 2P A A AL O IR A DA F8 A B ARk BE 25 ]
REA

1.2 REIREERNMET R (choroidal thickness,
CT)TEM R B B A 22 5 1, A H A5 4k, Bl AF 0% 722 £k 55 Ky
S AR 2 R 1 A MR RS ik 45 SIS BE T2 b
MR FERMRET ks B AR W i AL, KHR o AN
ik 2% 5% = B2 Fhy kg R IO R (AL 75 7 R AR Al LR
vy MR X ok 4 B8 1 657 P9 3 2 S BB % 1 A i e A
Y, SR SRR e ) T S U S R I U
WA FE AR g B TR FEA
PR R AR i B 2 J5, Kk 2% JBEJRE 32 25 0 R [l o, {H 2
Patel %5 FE XA IR (4 F1 B F B8 52 980 45 SR 2 0], 76 5 iR K
PR 2 S, PR 28 T L 118 ~F- 25 ok 2% I T2 88 G s [l 1) ik £k UK
- Zhou %1 AR T Sk P A R OB AR 2 0 HR L 4 A
1 - 287 Jk 245 O JE2 B AV - XM AR AE TE G T2 22 5, T 8%
TRE DX Jpk 295 58 52 3 Y v T XN HR o % T3k — B4 H I
TCRA AR , A2 A A o v T PR T S DK 2% T
IR LR T i T 4 J] ok 46 RS2 B AIK % R

1.3 HMINREMNETL MK JE (the anterior lamina
cribrosa surface depth, LCD) 8 0 M AT 2R 1 2] Bruch JRIF
HELRZ B  fEF IR 25 3 00 & 2k R e it
P LC Z RGO R EE M B R  Fe I M i
HOGHR T, LCD A9 AR £ AT LA BT £ 20 75 ' B 1) 2 e il
J3E DA B S ot B f18 4 i K P20 (E SR A ] A Y
FOLIRT, HATIRIBE S50 IR — 3, fE2a ks IR R L AE
J& ,LCD AR BET h 23 s (HJE7E 2-3 mo J5 , fi
BTRE™, MTESRICRET, MABK M, 4103
A IR s 20k A AR B 0% B AR 1 900, XL A A 2 3 A
BRI RE R AR R R T 0 IR R R (I A
FOLIR) IR T 2545 2H R Bt A2 1 I, A0 75 57 Al u) HR
FE M BURFERS N, RIEER G0 IR & > i 45 LCD 3
e AR RAE A ASEOCIR b X A AR IR T A&
e Ak B ) BURRE | O HOR 28 PR M OB IR
MR TEZ L IR TT IS B RE AR R — AN B AR 1
MR T, AR K A BE U7 b, O 8 I 284k, | %)
SPEA AAIECIR K AE G LCD AR I 5 /0 AT e B
HZ B S

2 AOH i BR J5 75 I 37t B 28 22

21 BEAEMENEZENNET ML, B TIRE
T e s H A s 5z PR 2R 385 IR ot ik /0 T - 3850 A O 9
WA R T RE S R ORI 2 A2 2ot R IR R
IRASTS, A4 ) T A4t A 57 T v HIR 5 1 4900 1) 4 4 i A
Z ] A5 2 DX Sl 5 L A, DX Sl B 25 ) i R 3 D/ B A
FEU TR A% R A i ) DA S 2 R A A8 B T
S MR AR, 33 T IZ IR 4 e, o EER
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IE St RIE I B AN o3 Y 2245 , SR IR S M 2 2T 4 i 7K
AMERS . BIE AT N, 5 E SEBEEG, s
OCTA (& /e, ARy AR A iy 27 A
JEI B 40 145 % 1% ( circumpapillary RNFL vessel density,
epVD) S5 AR ES I 18 A 1T LA ARSI A FE A, Patel 21
RN R 2R A Fe b B IR TH T, epVD 1B
I, 72T = %) 50 mmHg T 4R Hh B GE 7 5 S {H e A TR
JEREAR, cpVD R 2] T LK, X ] figse T e IR
Rt )50, R 2 FXF cpVD i AE A MR % . 72 AOH
RN cpVD LB MHR B B PR . Zhu % R B
PER IR RAFLERTE/NT 1 d B9 cpVD Bt & THp et
BIAT 1 d M RED . A BT R PR IR IR 2k ) 40 -
70 mmHg, 5 WA 75 5 30 5 5 A B A0 M A A6, G HRETH
15 2 70 mmHg I B0 4% DX bk 46 56 40 10 A8 TL-F- I 2%, 3 3L
PRI BEAEERIEAR ) $27R epVD 7T LU AOH H52L i i)
Kot e R S DT S PEAL AOH Xof HIG JES 453 3 % B 9 s
Z—

2.2 EHEX A0 RR MR B0 2 o K X o ot i
3 WG 2 B AN L AE X FNER 2 B AN I A8 DX, i ok
WEEIET 3 wm ZNARIE T I5 15 um KN I I 2,
JEFEPONN RN ARIZ T 15 pm EAHE R ARZ T
7570 pm DX RGP Z I % B B BE IR Y
FHE AR , 4R & F+ = 20 mmHg VA LA 4R B B SE iT
R e AOH RAE R BARFXMIIR, 5 & 1B &
ISR CH (AR R R A 3 AR R B BE 0 M I
[X.(foveal avascular zone ,FAZ) BYWF5TG MG &2 | FEBE X %)
2 2R A I e A 2 A DXl A %, L Ut FAZ Y 2R 4R
Al RESR /R BEBE X ) — Se i PR AR . A WFIE R, IEHHR |
Al e IR & M B OGP (acute primary angle — closure
suspects , APCS) B A1 20 M J5 % 4 &5 #f 5 ] (acute primary
angle—closure, APAC) IR 2Z [A] (1Y) FAZ 10 B A 22 5, 1M
APAC IR FAZ Ji K HE1E 3 BR /N (H IS HE PACS HR /)N,
FAZ B HE 500 H IR e, APAC IRECAIK ™ FEff i) 24
T, FAZ 2 — )2 8 S i HUE /9 4 s 1 T g2
il FAZ $EEEARIN . FAZ 708 BEIX P )2 M2 6 40 14
RS A Z T, R TR O MG AS A A0 S A, T R
115 FAZ S BURRLNEE 5, 75 FAZ BE 48 BURA BO5
MRBULZ ., P FAZ BIJE 58 RO 0T DU PACG IR %
o5 i R B2 Wi e b T ELAT B 3% T8 40 S Y PACS AR
EAIURPSH R ID B

2.3 BREBRR M BIEE MR R X k& 1l 45 19 s 3 25 3
SRk 45 BI04 I B AR AR A AE S SE e b IR i T
o S BV A Bl 3 S L AR AR i Wi gR B T )
FERIRG" o AFRAE i MR AR 22, I8 IS i G e ek
A R BN AT, fE—2eWF 58, CT B HIEDT
ik 28 BRI A2 A AR . Tl T K A2 1 2 AR
AR TR CT SEmafAAe I B i 25 512 R
AR 1 AN BE AR KR S I U A2 Ak . PRI, Ik 46 1t A8 4
44 ( choroidal vascularity index, CVI) #9307 GE45 Bh T f#
FEIVK A I M A AR OGIR &2 A & b i E R . BFSE R, 5
CT ANIA], CVI AAZHR T HR T BAF % 25 4 B FHR A P9 3K )
SO BRI & BLAE I AR RS R IR 1 BB R, OV B
BEAIG RAE A f BT SRR 1 CVI AR08 R A S AR 56 3¢
FRARIE
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3 AOH Xt HRIEH BRI EHH M T
31 METHBMERIT T OLIR XA D B8 41 75 3= 22
FEPAE X 1 255 20 M ( retinal ganglion cells, RGCs) F) 457
155, 7€ OCT W B NAP & 4R AR )2 (L HE Pl 2 27 4
JZ (retinal nerve fiber layer, RNFL ), # & 37 41 i 2
(ganglion cells layer, GCL) , W A 4R /2 (inner plexiform
layer, TPL) FMCAR , 43 514 28 W0 Do) 58 b 22 74 44t e Ay el 2
MRS5S, L, 7F OCT rhix S8 2 ik 1 el 48 | ml RE4E /R
ARSI BEAS AL RNFL Al GCL o 5 2% i 1]
X IR FE 1Y 30%-35% " RNFL F1 GCL 1) 728 4k XF 25 5 [X.
e AR RPN A e s < N N 2 EZ Ve T R e
HohZ AR PE Bl A Ry 2 75 G IR Y AR AE L Zhou %5
TE/NER A AOH FRAI R 5 BRI 165 45 2 441 it ) o 1 L Bl
B[] A s ) i As A, FERLBR ) R, 6 h B Se A A
2T JZ (ganglion cells layer, GCL) e B AR T,
12 h B3 40 B 8 1= m) A8 8 = M #% )2 (inner nuclear
layer, INL), 1 d B W% 5] 4P 4% )2 (outer nuclear layer,
ONL) AT T=, 3 d AF ONL " 4/5al L/ & Y8 1= 40 i,
PE/RTE AOH KAE)G , A JA T F RGC [0 S5 7 & Jig , &
R IR RCIR A T2 B, H R A 0y UR T A AR gk sk,
Kumar %57 % 3T 28 LU BLGE , AR 9 55 40 it 51 P9 4%
ZEHEMEZ  MRRET A A2 2B T, Calkins
RO TERL M R Bk RGC Z 4k, HiAth 45 2 At 2 5
AR, e I K AT A I B 2 e 1A M T
RGC AT/ B A I B At 400 I F3E )2 240 i 1 5 DG IR
o5 B AR PR 25 8] _E 5 RGC AR PEAH 56, 3 Bk T RGC
EAEE AT AR DY X R G A B AR, R R
A A D B2 A R T AT BB SR H RGC A 5 i 22 0 A8 M 1Y
SRR A 2 f7 o b R R BRI P | AE R PR B
Chua %577 FLAE 423 75 R 35 R 423 24 4F 8 R 51 DG
BC i EE AR, BF5E 45 SRR BT, 3 G IR 48 M i GCL Al
IPL 4] A8 3, b RO 5 OB IR 5 1E 5 IR XS L, GCL 22
S EAVRGEI2E 2R EWIEIHE, GCL #F— P28,
IPL 22 S5 07 46 A S ih 2= B X X 5 B o 58 45
SR 2SR T B R G SR AT RE R AR
IR FVE TR, #2815 40 i il 2% 52 e A8 1 R0 4R b 24 1
DNA J Besfe RN S 20 T g g i o 2 L i
DCFHAE Ak S DA R R0 0 iy vl ok 08 ) s A 1k AR R
XA ARG B i P i M T DG IR 1 R ) 3 L B B s
T BRI P A B R AT
LM T 2SR ES &M RGC FIIHT:,H
X T AMEIREAVEEK GCL B ReS TR bk
o R X AR S 5 A 38405, T SR A7 SE 1Y, Abbott 45700 H
KA IR R 2 PE TH 8 250 mmHg I 454% 8 h, 7E Mt R 7 R
JEJG 6 wk IR WELR] GCL JE AR (B2 — 4 TH e
AR g A2 < s [R] JU) AT B GCL BRAIG 5 0 — T ¢ T[]
B v AR X R R R S i A 5 T R B ZE R R 1 h Y
IR FETF = %] 35 mmHg 6 wk J& , RGC 7k A P45 445 ( RNFL 28
W 22% -25% , RGC K 1% -10%, il 58 £k 6%) , 1F
6 wkis, 50 mmHgHFEE 8 h ASS X 10 I T 40 A i Al A
PERVYG B ESE 6 wk 45K 1 h HRJE 35 mmHg 234} RGCs 1
IR AR, 7R B T8 7K P R 22 ) ) X 2 75 kA
AL A A AR L A, Jin 200 X} 64 1) 2 1A
AT EIR BB VAT T o0 12 mo BYBETT , & BUAE &Pk 1A]
AR IR ARG 1 wk B, B AR A GCL H g & F X AR | £

ARJG 1 mo B} GCL FF AR AR T X AR , I Fifi B[] 328 27 74 78
PRFAT T 2k m IR R & ARG F Y GCL AT REIF AN & —
AN BT BR S T E FEbR  HE 2 A AE 1 mo LUE,
e R R S 400 25 TR B 7E GCL 38 B0 1 3, I I Isf 1] 7k
et g g

S2HMAFHEENT LW 48 2 4 4k 2
( circumpapillary retinal nerve fiber layer, cpRNFL) #1\ A
TV I M R SR fe T SR i HE AR 2 — T (E A Ak
AR & % B J5 ) cpRNFL 84k, i 58 45 R R, S5 IR R &
Vet 0 fre g B, DA B e HIR T 1 5 8 5 i) 56 2R % ), 9 L
55 A e D B TR] AR 5€ . Abbott 287 4 5 ) 52 56 3% W]
(50 mmHg, $722 8 h) S8 7E = BR T BRZAEF , RNFL A%l
32 iy WA S U 02 (L7 i B e R HIR S S A9 1.2 wk IR
WL F] RNFL % 512 i ps 12, {82 35 i o B e e R
B K R R A RS s (), T DL 380 4 53 58 i A B AIG
X—SR g R, g AR ET SR —E R DL &
Bz —EmFa] , A 2% RNFL & A ] 96 P i 353455 . Joos
A8 T ) e v IR X R R TR R ) £ BF 5 & B, A
R 1 h BIRJE TR 3] 35 mmHg 6 wk Ji7, RNFL H 3 T 1
T E 5 ( RNFL 28 22% -25% , 5 72k 6% ) , Wi IR
FEIY % ol bb HF 22 ME 00 & R 2R ) v A HR S R 8 A
Abbott 251 K RS IR & B RNFL Al RGC K A
B0, (E R EN IR UL EE 5] T RNFL (388 3-7 d ik
FNEME , IFTE 3 wk N, 2Pk A 8L H R B IR P
MEF 3 e 2 PR IR R S R RNFL A EE 3
R R, 2 J5 8 BE R R R A T HE D8I, 76 1 mo 2247 [ AR IE
H L IAE 1-6 mo HIA] 2 IUHES T M REAR I R 34, R4S FE
[T R — L9 il 7 1E % 7K P, 3X 5 Abbott %57 A% K B
4y 2 e IR A A5 s A 5 SR D AR — 3, 1k 5T % B B il
16 6 wk BYBET P %A % B RNFL 283, X Fh 24 5 Al fig
S FR T 0k i AR R T B RS T 36 M 040 AN AT S PR 4% 2
] F) 22 S s ), e M R R T ORI o SR R PR
RNFL FEARATA RNFL 382 A3 72 Lee 451 AU 5
B FE Ak IR G R P, IR R & B RNFL 43 3% )2
ROBRG: , M2 7E & IR R BR 2 fa B BRSO g, 22 A
NXFPa SR EAZVER K RNFL 8 5&RERET
SHL G i) e 1) %) b 5 3 o ol 400 ) A 0 IR SRR KR AR
il 58 32 i S bE S8 R R 1B BT 8 — E it A2 1 1)
J& 2 AN IC LT 2 X Ah AR ZE Y S BUE R RIS
B K I BT, AR R 2 K M S T RGCs 1Y
JHT, SIS &) RNFL 34 J5 17 78 7K B 34 38 5, RNFL
FRURASHE A0 Pk IR T 5 A o R v B v R R RS2 AR
B, BT AT IR A ) Z00% 20, I R 2 B 2 K g
X, NI A RNFL 381X — b #2, s IR ERE)E,
SRR EZ v RO s e N B e ol A B |
AR & A T, Bk g R T RO
FIAAAE , T EE IR T R AR e, A IR R 3 ) B 28 7 15
JEF,H & RNFL 4348 %5 4 i i) 4k F — S F5 g A8
BIMHEMBIAREE i i fir 4 2% £ (the prelaminar
tissue thickness, PLT) &35 i A 0 28 i 2 40 A8 2 8] 241 21 9
JEJE L E Sl RNFL et ', A4 B o & B, 1
AtEEIRE ARG, 7R 1 wk BF PLT & T XHI AR, &S
1 mo Ty PLT 2 BUAR A H, I 7E 5-6 mo 5 & T P52,
JCH Wk, X AR5 RNFL AL, HEX% T 5-6 mo
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ZJ5  RNFL A28 3, 1 PLT JCHA 28 4k, ®iA &
F ONH S i M i Jo 386 A 5k b T 0 Al i 41 20 A% 43 1Y
%52[14, 45] R
SAMEHBEFOR/NDGEENTL HEHBEIT O
%/J\ﬂ%ﬁE(Bruch’s membrane opening — minimum rim
width, BMO-MRW ) J2&45 )\ BMO JF 1 5| ILM (#5545 FE 25 .
W5 & B, BMO-MRW 7F 5 51| 75 OB HR £ 35 e Rl A | iR
FEAE (1) 588 B e 10 R e S B 4 R T
FOLIR RS A w7 P RO IR i 7E
IR R T 5 RS, BMO-MRW fH THR N E 3, 4
Y152 5 5 K, ffi £ BMO-MRW Jdi % . {H{E /580 &
&, Storp 25 UFST & B, A5 T OB AR (JE & M T A T 6 IR
FE &R AT R ) B BMO-MRW L2845 0E &
NAK, B OCHR #E 7E W  IR R T s A, R BT
BMO-MRW BH i J AIG , 15 2 78 1E % B A v B R E 3 1Y)
BMO-MRW JG i 25 1k , TG ik FH 8.4l 14 4 27 5% A0 fif
B, A¥EIUCHATRER M T ONH BB 2 M4 i 44l m
AW 1R B 22 TS, T OBIR SR A AR A AU PR AR
A FHRRAR , Xof HIR 1 28 A o fin g | 2 RS T s B s A B
P55 Z TG R DL i AR A 4l 4L A8 3, S 20 BMO-MRW
AR, TE ST IR RS ARBR 2 5, BT« R B4,
BI7E & HR FE S 8 22 )5 , BMO-MRW 5 8 4 JC B g A8 4k {5
JEAEFE IR R 5 () — Bt fa) 22 S5 B 1 b, PR (el 2 T
KT XS S5 SRR BMO-MRW X 45 1 IR &
B Bl , EL A A v i RO T R R T BR 2
“HEIR PR B BLG 6 TG R b 2 P A v G R 2%
WEtiZ 2k BA 12 L, BMO-MRW — Jy 1 52 #|
2 E IR, 55— 1 52 2 S 0TI R A DT R R () 5
M, {HJ2&: RNFL 76 75 6 HR 5401 52 HR R 52 e /N, IR e X 1
R SGHR (1932 W7, BMO-MRW 19 R U 8 & AR
W BEDT AR b i T SR TR O B A S, JCIE AT R R
7T — B B[] AR 2 o B0 4 50, 1 0T BE 7 /G R A
RNFL 2% [H itk BMO-MRW 1] BEFE A 3F B 512
ORI A SR
4 EEERE

T2 W K o RS (0408 R AL AT 2 75 6 R H Rl
fif R B B8, H TR GHR A2 W BOR R IEAR 1R
KFERE b AT IR R (PR AS  RNFL 19748 1k K 9L 5T (1)
W05 (B G HR R IR IS E & & A T Al it i 43
B X TR OCIR I i i R IR RN
H RNFL A — 5 FEAR , A AR 12 b TR M TR ot 7 B4
KA ] T ERA (2 W7 SR T O ER B AR 48 R
W B AEAWIRZR AOH R IR J5E 25 7 1 ol 25 | 3% [ M
T BERS TN AERA (5T 0 AR AR AR . (BRANE £ A
TELFE, TSR BR A LA K 2t s TR G 1] R
AEE RS, BTG E ML 2 AR AOH A9 58 4 5 3 A= 1
AL R ANAN BB 0% 380 1ok R 2P P £ R R 2 el
PR AR DT T AR T 25 1 R TR B 22 1E S G ) B W =2 s o
PO FSE o X T HR R & AR ek A B JFE 728 ot + 43
=z, IR 25050 2 H sh A RURF 58 AOH, AN i 3
YIS S5 RE A AMIE M )R —ASB Ry )i, 4B A2k
R BYIHR 5 N AR AE fff 35 4548 L2 e ALY (B
[ A B N S S AR BR ] T e A A AU )32
BRAE G 30 o5 FH 114 75 D6 IR 20 9 R 2R A4 R 2 ik 145 2 £ S A1
CESNYIRR | AT IX S Rl R N 28 A 28 2 TR SR AEAE T
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TE BB 25 5 70 NHR RS2 73 A7 e [RU A (0 45 A i A v o ok
— T, SR i R R A e R PG e A X L AR
TE e MR AR 5 RS 2% 2 AL ATD IR 45 1 3Rl | — e
FHUR, RIRE & AR RNFL, PLT 33 b5 9982 14
A LI S B A 1L B Y B AR L B BMO-MRW 72
S RS W B A AR X, mBEIX FAZ k4
LA 5 RIS AR % T v MR 189 A AR 19 1 g 728 A B i 3t
AEAL T RE T Oy SURR % (ELAT SR T T 2 1 I PR 5 S
o T AOH J5 MR 4% /2 2540 B9 84k, I PR R X ik
P £ 275 SRS W S PPl B LR M0 B | % Tl PR b 2 A
M CIRIZ Y BA -+ R E X,
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