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Abstract

* Pseudoexfoliative glaucoma (PEXG) is an eye disease
that seriously endangers vision. It is more invasive than
primary open - angle glaucoma ( POAG), with more
serious damage to the optic nerve, worse prognosis and
higher resistance to treatment. Early diagnosis of PEXG
can help to treat the disease in time and delay the
progress of the disease, so it is important to determine
appropriate biomarkers. In recent years, more and more
people have begun to study the biomarkers of PEXG,
hoping to understand the pathogenesis of the disease,
find out the potential early diagnosis and treatment
targets of PEXG, and provide some help to the disease
through the research of genomics, transcriptomics,
proteomics, metabolomics and lipomics markers. This
article will review the progress of biomarkers of PEXG in
recent years, some biomarkers may provide new ideas for
early diagnosis of PEXG in the future.
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03ls
FOLHRE 415 WM 22 A8 PEAR ST S B 138 2k /Y
BRI . Jafhinh, 2ERE LiR B EH AL 7600 77, Bl
THE] 2040 445 A B 1118 27, AR R 95 O R
( pseudoexfoliation glaucoma, PEXG) /& %4k & M # G IR By &
AR 32 M B L A AE ( pseudoexfoliative
syndrome ,PEX ) & JE 1 3F, 294 20% K PEX & LA
PEXG, PEX J&—Fh 4 B PEfET 4E g , IR AR KR AE 2 57
Pt 40 M b 356 R (extracellular matrix, ECM ) T4, Il 9% V£ 4
L AE R G AN R0 HE AR B 5 R AT PR £F 4 Ak, 5 300
P2 ( trabecular meshwork , TM ) Tfj it & % , 5 7K ( aqueous
humor, AH) i i 32 FH., R J& (intraocular pressure, I0P ) F}
e 2 AL AN AR 5 B SE R B, PEXG
PR AT AE R R AR R T R RTREIR A
B, PEXG 35 & vEr f B G IR o 22 28 1,
JE B2, HLXHAYT A B i 2 1
1 PEXG B EMIREY
H1 T PEXG 51191 JC #L AL i PRAEAR , BOR 2508 & 9L
S B SRR, BT DL, T A2 X PEXG B A
{ﬁuﬁ TR A B e R A e AR 2 DL IR B
2= BT, A AR B PEXG M OCHY 73 Fhr s, X H B0
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W RAR TR — 2 1 Bl AR SO PEXG AEW0bn i
5T 2 R AT R34S

11 BEREE st ERW I RERIR A EZ
£, HATH PEXG A ISR, 2L 40 J5 3 &
P 4 8 4 1 59) 2B B2 XA 4 i RNA ( CDKN2B -
AS1) HE A 28 2 2 A fL B 1 ( LOXL1) % A | STRA6
SIRT1,FOXO01 F FOX03a & | IL-10 % K | ABCA1 I
FNDC3B J:[H L Kz ACVRI KA,

T Y 4 5 PR 20 G IR B 9T (whole genome association
research , GWASs) & ¥ CDKN2B-AS1 F: [H 41 X 5 & G IR
AL S SR % PR &, CDKN2B - AST 52 1l 93 o 248 i 4 44
T AR 10 Y5 T 46D 370 2A 1 2B ( CDKN2A i1 CDKN2B)
B 3% B A1) BEL BRI 40 i 0 300 ) 2 — A B BBE (feist gap, g1)
38 o e Ak AR K B F - B (transforming growth factor— 8,
TGF-@) i #4140 i3 5%, b4h, CDKN2B-AS1 %
BRI AE B 9p21,3 5 YL AR GWASs %08 20 4 Lh 3
KNP T Sy A A5, 5 75 JE R &0 %5 DA 5¢ , e 5k PR o
LA TCF-B kKT, (AL S bR s K2 kA
7R IR TH = 5 CDKN2B i Fak#36"™  Eliseeva
ALV S IR CDKN2B - AS1 5 R 5 4k 2 i rp 4 5 &
N PEXG JXUSS 3 InAH G

PEXG il 52 i 22 19 36 I R J& LOXL JE A, L H 2
LOXL1 BE[H B 3 ak iy 28 i 22 R S AL I mT LA Ak 2F 4 i
JERN S 25 A AR P Sg B LOXL 3 P4 ) B iR
%745 Yk (single nucleotide polymorphism, SNPs ) 2 5 [X. 75
2R A X BE, B rs1048661 Fl rs3825942, & {1 i T
LOXL1 8 A K Bt , 35 SLAE 0F 41 it 40 5L 57 2 IR P 45
&I AL 3P 2 4k B9 R, Vallabh U K BR
1$3852942( G153D) 1Y G G FE S EIE N PEXG Y & 9
W YIM K, Papadopoulou %57 & BLTE A i A HEH, LOXLI
N B F 281k 1511638944 5 PEXG Z [RIfE1E i & 1 581t
G, 22 22 2SR gl PEXG Hh [ B % LOXL1
151048661 i 3 K B GG K& i 5N G B i & FIEH
N, Eivers 251" & 8, 78 % /R 22 AN B LOXL1 2 K A
SNPs J& &4 PEXG W EZEGKINE . Greene 55 i —2
WF9E & P, 78 PEXG S, LOXLL i3 30 1 1 34k K 4
TEH AT, W LOXLL (922 5 383k 23 ik DNA LAk
PR, Berner 252 38 3o XF LOXL1 4 PRk 47 98 B8 0 )%
KT —A % UL AE 46 15 5 31 1s7173049A > G, B AL T
LOXLI B T, ¥ 95 &R 5L [ STRAG6 (193 iA7KF,
1E PEXG HYHRZH 23] v STRAG 2635 B Wk s 55 , I 1 bifi
IRAR L4 58 RAE

Yaman %'* & M PEXG H #% TM 41 41 SIRTI,
FOXO1 F1 FOXO3a 3 A X F X FEIE K (GAPDH ) [ 335
HFEAL, SIRT1 £ OB L Z MK Y, 15 FOXO 4 % H
T .p53 Al NF-kB % G 17 721, FOXO %% St 7
J2 SIRT1 7 240 fd fIR g /2 RS H A S IR . FOXO1 Hi
FOXO03a i i SIRT1 AR A 1) 2 £ Bk Ak A FH X 4 A Rz 244K
AR AR A AL 3 e T B TR S R Y

IL-10 3L K B 31 FIX A 3 Flvd W9 SNPs—592C/A
(rs1800872) .SNPs—819C/T(rs1800871) F1 SNPs—1082A/G
(rs1800896) . iX & SNP #: ] IL - 10 mRNA By ¥ 5% Fl

IL- 103 Y35, Fakhraie 25 BF 57 207, 76 0T 99 A BE
WL IL-10 BE R JE 8 F TT & R R A -819C/T 1 AA FE[H
T -1082A/GSNP 5 PEXG F4 5 J8b: i 3 AH 56

Kondkar %57 BF 5% & L, YD ABEH ATP 454 &z
FEFT AL(ABCATL) JEDRRN I 7Y 2F 4 3% 15 26 11 45 F 3 2 11
3B(type Il fibronectin domain protein 3B, FNDC3B) 3£ [H £
APES PEXG A, ABCAL JEH Al 4ifh ABCA1 & 11, %
HLAA R[] P 14 2 3 s % 3 i 3 11 i il ko 28 A
FHP FNDC3B J&4F 4k i 45 56 U R R — 5, Hgmig iy
AN LR EAS S TCF-B (5555, MR A, X
(LB PSRN =S N ) e 2 N S B A Y e 2 )
20 i T e B R, HERT R ORIR R A & R vh ke 4 F
VEFY . eV R ABER ABCAL JE1H 12472493 £ 252 Al
FNDC3B %t [H rs7636836 £ 4 M 1l 68 5 B #£ PEXG
AR

G E A ZAK 1 & (activin A receptor type [,
ACVRI1) JEH 5 5 B AR 1% & 9 % VI AH G, ACVRI J&
TGF-B A5 05 1 15 1 25 & 4 5 11 ( bone morphogenetic
protein, BMP) T BIsz{K"> | BMP 7 4 Jifd v 4 thl £ Fp 2= 9
Itk ST BMP T U 1T % 22 8 1R/ 75 2 iR ik
M4 G R B 25 5% S, BMP 255 cik)E, T &
BMP Z iR #i ik 1 %4 BMP Z 1K, J3 o T i BMP {553l
e, PR RE I R 4 5 5 Y Kondkar %57 ST R B 7E VD
FEARET , 25 BMP {5538 B ACVR1 HE A 1512997 £
A5 PEXG WBEMR,

AT SCORPREE R A N B0 1 & Bl vh & 15
FHEEMEM, VLA FESER ) 25 PE S AS R #p o KR
PR ] PEXG 95 UK , (H I FE AL ot N 58 2 vE 48, 7F
KAWFFE A TFAERFEA NG h it 47, i — 25 10 iF
HATABEIT, S sk e R st A5 A8 1k Kok T RE A
PEXG W AE 1 - 5112 Wi iR 7 #0450, X PEXG J8 % #2837
o,
12FREE miRNA &2 —F/NUEHTS RNA, S 5
RNA UTER A S5 J5 7K ST 1) 3k PR 28 38 4%, 1195 2 Fh 41 il
THEE  WEFE & BE, miRNA 34 1 T40 P, W il A2 78
TR, 4040 miRNA A 7] REAE R 35 56 IR 09 2 P b
Fi 7/

Rao %5 2R B & W %% JZ [ ( polymerase chain
reaction, PCR) 51 %} PEXG H & B9 /ME L #E4T miRNA 4
Br, W3 84 4~ miRNA HHA 12 A7E i MR 300 4 3% T A,
1M PEXG JHiX 46 miRNA 23 i, i1 — 20200 1 1k
Y KEGG B EHE T 12 M EZ R R A A miRNA, & B
hsa—miR—122-5p . hsa—miR-124-3p # hsa-miR-424-5p
ERR 2 5 TCF-B1 ECM £ 2 Ak Fn & 11 2B 3 A4~
FRE M E PEXG B E i, Kosior—Jarecka 2 B 5% &
P hsa—miR-6722-3p Fl hsa—miR- 184 7E PEXG i F A H
HE AE M) PEXG 35 T hsa—miR-1260b fYFRIAIK
SEREAIG , hsa—miR—1260b 1 BEFE 5 ' HR #ft 29 A8 i it v &
FER I ERA

DL JUFR miRNA il it bl T &A% PEXG Mk
Wit B RIS T EAE R BRI Sk S 2 A )
FRicd , WHZ R R W A R E X,
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1.3FBAEFE HABBR QWAL A0 R H Al #
PRI RIUAG S S LA, ERd¥E T
7R T mRNA J2 K BE i B 10 B0 R AE , 93z 1
T WhR SR Y AR DL ISR

PEXG & —Fh 2T 4EAb B , H A 5 £ 44 3 % 1)
MK, FHA B EILEEEEH 1 (lysine oxidase like protein 1,
LOXL1) B C % 25 1% 58 7 (PCOLCE ) 2 11 2T 2
MM 5(fibulin—V) (£F 4 % 4% 85 1 1 (fibronectin 1,FN1) |
PARTEEE 11 (HSP) 27 W4 8 1 34 2 5 ALK LT 446 i JE
J, e R kT ARS8 PEXG 1Y & . Sahay 457 Xt
PEXG FRARHE (lens capsule, LC) HEAS HEAT W AH €6 3% — &3
Wi o> A, K B 27 A kR s, Hod LOXLY 7E
PEXG H i ik i AR e A AT 3 ik 4 5 20 bk BRAE
PEXG LC ' PCOLCE H H Ml o - F ¥ LAL 31 & A
( a—smooth muscle actin, a—SMA) & #i5, PCOLCE & 4
23 2B% ECM Al E T DA A iy e - T RK, S B0t
P, o—SMA 755 BT 24 200 M 1] UL B 7 2 440 M 2 AR 70 &F
2k ZE R85 H S (fibronectin—V , FN5) J&—Fp7E J0 PR £ 4E I A
HEE ZAE I ECM & A, £ PEXG [ LC H R K5
% Sahay 436 & L, PEXG B0 AH R IALWE
TGF-B1 . FN1 HEH B RIAE Y B A, PEXG HEK H#%
Ab K B F — a ( transforming growth factor—o, TGF—a) . F
W Bt £35 A= # 4k [ F ( macrophage derived chemokines,
MDC) I % - 8 (interleukin—8,IL—8) | Il Py & 2E
KA F (vascular endothelial growth factor, VEGF) | 1L 7N B
fiH: A= 4 ] F - AA (platelet derived growth factor — AA,
PDGF-AA) & 3% T ¥, kL 41 B B 1 40 At 48 7% ) 3% B 7
(granulocyte  macrophage  colony  stimulating factor,
GM-CSF) .y TR B FHEH-10(1P-10) | F LA K 5E
5 H - 1B ( macrophage inflammatory protein—1 g, MIP-1p8) .
AR AN AL TR - 1 ( monocyte chemoattractant protein—1,
MCP-1) KF- 1 3% B, $ 7R X 2638 1 70 7 T A2 PEXG
WTERR S W, HSP 56 & ML N 80 I 35 5K 10 2 1 5
HSP27 75 Z i 2 ZULT i Al b 53 2351 Reinehr 451
KB, HSP27 #£ PEXG B E T RIE L, A% & —Fp
FHEEN, TES 50 SN A VEH, Beutgen 252 1
AR PEXG B (1 L IE BT AR S S UA AT REAK

W R I, BAL R AAE -5 T OGHIR B A 3 DIAH G
Tang 45 %% B A AL B B AE PEXG Y & 9% ke 25 2€ i 1
FIT# . Klotho J&—F AR # M PT VA ME DU 8 1, 8 I
TR, o] 8 B iR R 85 AL AR R D AR, i ]
DI AR 8 . Tokue %5 B 78 & B PEXG 4 Ifl
TH AR Klotho 7K AR T IEH Ao il 28 S ] K 1
(axon guidance factor, Netrins ) . J{ J& 35 3t Al ¥ — o ( tumor
necrosis factor, TNF —a ) LA FREEA ( cluster protein,,
clusterin ) #RJE 5 LR A IE [ b AH & FIFE 1 i, Netrins &
—ANBEEE R P s BE DR SF B 51Nk T 2K Netrin 28
A 5 AERE R 1, 3, 4, gl FiE
1 g2, Netrin—1 7£ S AESM K P AT EEAEA ™, Okutucu
LB PEXG B3 I0L7E netrin—1 7K - F# %, Kondkar
SR R B TNF-o KPR B S PEX [1] PEXG i@
—Dhr &Y, it id B W58 &k B PEXG Hi 5 clusterin

1136

I 7 clusterin 7E 40 M SR 4 #MAHD ] | IE 5 4%
B RAEMP TR HA AR

B E PEXG B BATE 05T PEXG 0 Al
REH BTG R, A BT T PEXG 1 &M HLEI, AR
Z 8 VA hn S ) Pk B A ARIC ) X EEhRiC ) ]
YEN PEXG 2 KBTI TR
1.4 RGHEZE (U= AR BRI 2 2 5 k2 2 Fak
F BT 2 2 5 R R I R G A 2 1 — R 50 3, B
TR YR ZR 32 SN R T 7 AR ) A AR Y
ARAY  BIFFERS G2 F2 R AR 201 iR 1000 RLR A Py IR
NGrF L PEXG 1 % SACHEM I E TV (1 e B D1+
K IEJUAR BRI 2 1) N TF IR 0198 PEXG BRI 4 2= 4=
WbsE .

Myer %% SR FH 4% # 36 9% 38 2 AR ( nuclear magnetic
resonance spectroscopy technology , NMR ) MIE & O (E S &
{E 43 #7 (analysis of outlier of isotope ratio, IROA) Bt& 7
YE T 208 PR . XPHEEIERR ARSI 0 LA
WK, 5 IEH X R A, PEXG H S %R = F LORS 41 R
(asymmetric dimethylarginine, ADMA ) %) £ & 51 /&, % & Al
B L-K§ & MR 1t PEXG T ¥ L2y ADMA, 5 POAG A
Lo, PEXG Hv 53208 W3 T ey, ORI AR A3 ok H K S #%
PRt 1(MGST1) R, A SCH $2 5] PEXG gk M5 A ik
I D AH G, MGST1 J2& — T 55 4046 07 38Ok 47 A0 G 1Y
HH,

Cetinkaya 257" & 3 PEXG #3219 Bt 0IR S (TAS)
IO, BV AR AR S (total oxidation state, TOS) 7K 352
e, HSBR B A R AR BRI K F- B AT POAG LUK I3 %
MRZH , BB — IS AL (-SH) WA DL A=, e84k
WERRASH R E EEAEH, FERY 4% F i &R
Y M Ergan %5 BT & B, PEXG B3 (1 TAS K& TOS
AP RS TIEW A, XWMAHT TSNS R ES
PEXG BYJRFRAHOC , TEBEIA & e 1 307, Bt A1k 37 1 48
Plebt & i 72 A2 AL, LK BT SR AL RE 01 3B W T %, Zenkel
L5710 B, 4k B2 ( retinoic acid, RA) {8 5 Bt g 5
TGF-B1/Smad {551 FEHUE J& PEXG £F 4 AL T2 1 1 K 3y
HE,E RA {55l g & PEXG B E UL 4k T Y
F A . Eraslan 20" % Bl PEXG 9% 41 b ik 554k B UL
W/ BYLHCER LB T, B 5L AL 15 DL R AT B 2 17
I 8 55 HiT 41 A R OR— S L A B B I TE PEXG & Hh &
A

HHT, X T PEXG 8% B 7 o0 b 22 W
IREY AH BEATRL N, BEE I, fe i A2 SR PEXG /Y 3 iF
ATRUIR AH AR 3 ] AT 7 B Fil PEXG HR 35 {d R IR R
R AR IE L, LA K S50 1) e R B 1B IR 5
Xt BRI 3 JCA2 49 , I DR b A /e X A 32 S i R 4 4 7
R, TEARMBETE T RATIE T LU — DX 8% AH 5
LA HATRE LG A5 9 35 2 75 LA [w) 1 vt 2 4 41k
AR PEXG 12, A Bl Tk PR 5000 B S8k, 1 il 5 ik
JEFZYTT R
15 BERAZE Jridy)E TRHE s, &
BT HHFEAUAA RR ST & Fh iR 26106 W 19 22 16 S AR
NETIfE . REBUAREY, e e ATy i A = 1, Bl
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KRR E AR E Y Y o BRI A WAL R R 2R
B OERAA R R AR Sh A A

Collao %' N AH FEAS 1 26 Fh G K9 i vh & 8L T
489 Fhfg T, 76 PEXG AH H, Z F IH [# B g ( cholesteryl
ester, ChEs) 5 i Bt IH 5% ( phosphatidylcholine, PCs) . H il
=R (triglyceride , TG ) Fl T2 Bk ( ceramide , Cers ) Y HE J&
W2 TR . JFH PEXG AH HEEK S 20 AR BT 4R i 2
R 48 MR P bk A WE , MAN IR ISR 5 A
XU R Y s 4, & A 1A BUE B IR B ) ek =
HHij, 75 PEXG A YR b, 38 B 2 8% A 5k Ik
SEER 1A R o 2 A AR e A BEAE R Y, Collao
SO E 2B 5T R AR 1 B AL RN 4L AH AE 7R A G
PE, gl e A-1( apolipoprotein A—1, APOA1) {BAR=]
5 PEXG &4 AH " # JIf ( phospholipid,, PC) 3= £ 3 fin
FHG

E NS HFTCT PEXG BB 2= B BF 98I A X 7
Y7 B 5 G 424 AE PEXG WO &R s+ 2 5
At A Bk S 2 NSk 583 PEXG JIF Bu4 %2k
WbrEY .
2REE5RE

25 I, PEXG & — ™ i jgl e A 28 £ BRE g HIR 998 958 5
XA 22 400 T A A S T B S IR B ™ i i =
AR R W T B, A B Z2 g W 3 O R 2 A
AR . B ETAEAE#E— 20 583 PEXG B [K 24
5 He kA R A AR 2 AR B R A bR Ak
YWIBIESE A BT — 20 T o 0 &R L A BB TE AR
ZWEIbREY D BRAE PR IE 1 LR AR R TEAK

T S bR R REXT PEXG SEEE 2 8 LA KGR YT
I AT B B 4H
S Sk
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