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Abstract

e Pterygium is an ocular surface disease formed by many
factors and associate with a series of changes caused by
ultraviolet irradiation and radiation, its pathogenesis is
still uncertain. Elevated vascular endothelial growth factor
( VEGF ), inflammatory
oxidative stress, epithelial - mesenchymal cell transition

infiltrates,  angiogenesis,
(EMT ), and tumor suppressor gene inactivation are
currently recognized causes of pterygium. The mechanism
of this factor in pterygium deveopment is still not

completely understood. This review aimed to investigate
the role of these factors in pterygium formation and
provide targeted therapy and effective preventive
measures for clinical diagnosis and treatment.
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SRS AR — PP LA (2 78 1 R B 1) 45 5 A RE
PN , 22 WL BN 295, R SUN 29 , 24976 A 22 K A B i
A E S A B SE L, IR BHE YT T LAY R P
—  TE AR R I K Rt . HRT, SO R BA
S Pl R AR HA AR A A R IR YT AT R B )
TR E B, BA N IR, FORE B B & AL
ANWIBT  AH 58 AP U e BRI Ry R SR R B S TA R FL
IR, e SR AR A S T S A 18 M R A A R R
BN ML FZIRF, Livin A RS RBEAEK
A 74546 % M (insulin—like growth factor—binding proteins,
IGFBP) -2 P53 FE [ A5 L AE 58 A4k i i ot 2 vh B A= 3R
IRRAR T2 530K I Ko A . B S A ke 3R
B A & ML b BT A 56 IR 2 5 TR 7 A A g ke T LA
ZEaR LI R IG RIA Y7 B AL i) ST
1 ATHXEF
1.1 P53 P53 J& 909 3% K 19— Bl , B A% BHL 1 1 5 41 A )
FEANM & e, 5 D 2 3G 6] 2 5 9% 98 1 40 i R 3
DNA WM& FIE B A0 53 40 08 T 45, 5V S i g
PRiCH) . Mahesh 25 FI] G 02 241 2000 2 00 52 % AL, A
43 BISIR B AL LU | 33 FIREA ) P53 R FHMEZRIA  JFH
V95 AR Hia 17 7 o R AR AR R B K T da R W iR
Hh EEFE P53 BIBATE R R IE BN 33.3% .78.4% . 100% ,
VLI P53 1 38 Bl G 38 R B PR 17 0 7™ o 7R B R AR 1Y
FER RGN, P53 F PR AE by a5 S 40 B 08 T R 5 3 1) 00 61
K ZESLAR B R ik I, B 5 3R B A 32 3 il
M RKAT & . Cao %52 FSE 2 X, P53 JE IR A9 2% 15 v B
SRS R A BORHLEH /D BAUHA L 2 (murine double
minute 2, MDM2) "] DAl A SZARES A rh P53 A& PE, 2
FTE MDM2-P53 22 (6] B9 AH AR, PS3 ] 53 & 48 A .
A Nutlin T 95009 J5 AR ZLCR P9 40, Nuatlin 76 R
MDM2 FUFEHLH , 7T AR IR MDM2-P53 22 [i] A AH EL AR
fdt P53 PRI 5L s TGV 175 T L T Al AL BT % P53 A
Az FE SR B A b, PS3 T BRI A% A e R A
AUARLPE T 01 L, DT ek 2 T 40 i B A AT RS, DR
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P53 [ 5 5 283k K r T AR A 41 G B AT 9% A R T
PRBFFDIRE A Y K A 5 R ik e W BROIR S A i & 2R T
RS2 ZH 24N i A AN 32 4 ) i 495 2R A & — R A7 1
T
1.2 801 B @AM EE-2 i B 40 LR -2 (B~
cell lymphoma—2,Bel-2) J& Bel Z% H 5 [ I 45 20 i 3]
TR EE 22—, AT LA ) 40 08 T, DA 38 00 &4 e 1) 2
JE . Bel-2 5 Bel-2 #1356 X &5 ( Bel -2 -associated X,
Bax) B L (H Y2 T 40 J& 5 & M M 12, 2R Bax & T
Bel-2, W] Bel-2 (2 3k, A2 6 40 ik AR T3k 42
Turan %Y WF5E R FORES AL ZURE AR Bel-2 3k
BIE & TR SR S R PR FUR B N 2 Bel-2 1)
FARUI & T A MEFOIR B 2, HAEAR S 1T 6mo T
e JC A SR Bel -2 7ESLARES P Y A& A A2 ks
KHEAVEI, Bel -2 WIVE R BLR B N K S % 485, Liu
DI R BINEEESY 1 ( rapamycin complex 1)
{5530 PR AEFDIR B IR A 5 R ik AR rh gm0 | [ e 3L
R P L AR A E s, FESEDIREE A,
mTORC {55538 % A9 30 S 38 2 Bel =2 98 95 1) I 5L A
(Beclin— 1) 4R 81 1 11 Wi 52 B, AT 400 6 20 B 98 T
Bel -2 5 i IR UE I TESLAR B A 1Y A 28 5 % e s Rt vp 4
L T IR A AL A A R
13 HUATEF  Livin EHAEHAE A S LRI T
FM57) ( inhibitor of apoptosis protein,IAP) i) — 61 | 5 H
il TAP A L, Livin BAT SR AOHTI AR, Wu 455
W& B, FR B AL Livin B 09 £ IAH 85 T1E
WAL I B e H A2 45 R KW, Livin 88 7R3
AR RGP FBEL IR T b R 20 M i 40 A% | 2 Jre S 3R AR
B Livin 8 0 RA U1 & TR 3R B N 21
21 Pearlman 25 WS UERA , I Bz 40 2 7% Sy a] 5 28 i B
I Bz - ] R4 B %% 1k ( epithelial — mesenchymal cell
transition , EMT) f& 4l i iE #8 0 07 45 20 B8, J2& b 17 20 M 3 i
T 1Y 7 2 A A TR] B A B A ARk 25 T
B2 AR R0 4R AN RE | ) o 40 5 A 5 % 1 A= 2R
b K #5258 1 (E-cadherin ) 3235 B E A0 8 EMT /Y
KA TR, MR Livin ZEH G, BRI L R 2140 i
MR RE ) =222 A8 J) BEAIK, 5 IRl | E-cadherin (1) 48 35
VE e S T (Snail ) 22 35 FE AR, 1] 42 3 B Livin &
25 EMT it o Zhou S B 2 B ,Livin 7] 175
S EMT 1Y% Jf H Livin 8 1R KKF 1722465 EMT
— 3, 4 Livin LR UTEBRET, EMT 7] LIAF 8128 /R, LR
SR EMT 3RS R B AF e fbad e v A HEEH
1455288 HFZEEA(Survivin) 2 IAP PRY— 1,
ST ot 00 0 02 Bl 5 A SRR A 1 6  caspases ) T P2 1)
TG40 M R T AR VR ITLTR £ 2R 5 A 225y R YRR
T 25 A, 0 ZORL AR M A 4 T, Xu S5
RS e B, BEAR S PR I B2 2 2 ) A4 A R 4 L Joit v 38y v
i5 Survivin 5 A, 10 1E % 45 B [ 52 46 20 0 {3 20 ji ik
Survivin 8 F1 A 0/ 19 38 35 # 1k 03200 B8 212U
Survivin 8 1 3 ZEAE Sk R AVATS A4 20 g 5T rh e gk R
FUIREE R ZH 2 rp I 1R 05 22 B 4% Survivin 2 BHPER) B
B AR, X PP A% Survivin 85 1 FHPE B 1 Bz 40 B AE Sk &R AN
PR FR35 v T Lk BRI L 20 64T RNA TR
1134

TUBR Survivin B A5 SLRE Y b e 240 i ) 44 4 e T T 46
TR, Konstantopoulou %,m 5}?%75\}%, Survivin & [ 5 ¥
HAHEE( eyclooxygenase , COX) —2 i & )z i, 3 H. 5 DNA
AR A B4 OC &R o $27R Survivin 85 H Y3 3R GA
SN I T T e 1 A e ) A 2 A [ I A
b AR SN 2 5 BRSSP A AR TE SR B Y A=
5k Rt s TR

2 HEMEXEF

21 MEBEBRNREEKBEF M4 W KA KKEF (vascular
endothelial growth factor, VEGF) &2 —FIF K& G HEA,
BN A 2 2 4 O 1k di o ) R 07 A R . FESRDIR S
P AR a R e o A8 AR G A% OPE T, Dong 451 AF
FUIE I e A UL S A BRI B R 44U VEGE
A W] IR R T IE W 4B L 4180 9 H VEGF By ikK
V- E B G FORE A 2R R G

2.1.1 VEGF EM/MRRREB-1 /MRS 2
K& ] {2 i VEGF 2 ik, 4T % i/ # 2 v 8 [
( thrombospondin, TSP) =1 5 VEGF 2 [8] 917, 24 VEGF
fFIA R T TSP~ 1 (Y IR, Il 48 PRI 1) 1. 45 A= 1 T 1)
B TSP—1 ] LIH i i75 5 A8 PN B2 20 M R o 3Ty o 4
PN B I A AR | L G i 27 K AsHT VEGE i
MAE AR TSP=1 AF g —Fh L 40 M 28 1, a5 4% A
KPR A B R TR 32 A 4 A IR 0 1 il ) AR LA T 5
i G RE A5 170 A RIS A A5 R o Simon 55 IS AL
UERT BRI TSP-1 K3k 5 3R B A A9 % A AU 2 17 AH
5K, KW VEGF 5 TSP -1 2 [u] 1) - 78 4 £ 1E 1ML 8 35
BRI A8 AR AR S T R AR

2.1.2 VEGF 5E&WURMKEE  SOMRERI = AR e i
P05 it S AL S 5 i R B ) BE AT OG0 N Y
KorF AT G B FIAZ R 1 L IA , H— &b Ak B
PEHE VEGF A= LRV, e S Al v] LIARAE X 19 iy R
M, IR, DAL RS R L LR
AN BT VEGE 3N E 24~ R R I W 477, T 5 304
PRI I 1 2, DA TATFT 88 3 #7467 . Elgouhary %5
W5 R FEFAR B WA ZUREA o AL AU ( catalase,
CAT) ALY B AL I ( superoxide dismutase, SOD) 4+ b
H Ak &AL Y glutathione peroxidase , GSH) M EPTE L
# (total antioxidant, TAO) [T B AR T 1F % 45 B 2H 24
VEGF #ik/KF-5 GSH Ml TAO 7% 1 &2 W & fifI ¢, 5
— AR FRIE 2 B IR ARG SR WIU AR 5 R B
FUIRES AL VEGF /K 59 T 1 i FFAIG

2.2 WMAEAZIEE IR A A SR (Ki-67) 2 5 1G5
AHOCI —FhAE2H AR 1, 76 40 M 38 5 v & 45 E T AP e T 40
M 0 BT A 6 BR B BE (G131 .S 1. G2 WA 22 43 4
W) AUKRAEAET # A0 . Turan 55 W5 R B, AR
B A Ki-67 1Y% U] W5 TIE R 455 F A
41, LjubojevicZs " BF 58 & 2R, 30K B A Sk 4 21 Ki-67
AR I 8 o T RLAR 8 AR, I ELIRLIR B85 PR Sk 1 e 20
ZULAHR ELAT B S A 3G A 6 P R Ki-67 SEDREBT A
JAZ BRI G, H Ki-67 5EMRE A Z R LR
5 7y it — 2D

23IGF E&EH IGFBP BLC HHh 4 i 5 4 15 (4
Tz —,Park 255 BFSE R L IGFBP~7 7E1E 45 I | f vp
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ik RGP R B R AN SRGA Y IR A
HAURAD AL 78 DX i & PR B AR 1 IGFBP -7
TESLARBE PR b e g 72 DX S &0 30 1) 1 e v SRR )t
I IGFBP =7 RIIA Ay 2 4 AL S A 1) A= b i 0
2A B ERKRET #ib4E K FF-B (transforming growth
factor—beta , TGF—B) &= H1 33 ~FE K Fr w5 19 R R — R 1k
IS U5 — SR AAC 2 B, 7 40 L 36 5 AN 43 Ak 3 11 i R A e
RGHECHEN] . 22U CIESS, 5 IE R 45 I H UM
FE, TGF-B fEFLAR 8 L 2 b 523 3R 3K, He 551 W STIE
A, TGF -B 1] # +J miR - 199a-3p/5p-DUSP5/MAP3K11
Bl T N2 B L A0 I R AR EMT it B B EMT (1 K&
A SRS RE T B o A AR T A7 B, AT BOERAR B A
M, Tao SRS AR e B 7E N SR A 1
A rhoE o BRI TGF-B MR AP TAF 4e b EH] . At
BB WUIBRA S 0 1 3 B A & S BT 4L, 2R 3R
B UBCER 2 40 L 0035 A2 HOC BRI . LR 2T 4
4 i I A R IE R R 2 AR 1 Al A8 5 T ( extracellular
matrix, ECM) , TR 32 5 05 5% A 12 P40 1, TGF-B 7]
DLSSTE LR EF 4R 40 M, IF L JRIR P ECM /& 15, i 2 5
FORERME K, $ER TCF-B 8 42 i 241 Al 27 2k £k 35 5
ZHIRB R R EKIE,
3 4G E B F

2 i (8] &5 B 4> T (intercellular adhesion molecule,
ICAM) {7 T2 L e i, 35252 55 40 0 5% 15 R At 200 ifg &b 25
JTA G20 G B (45 R G R MR FE R ) 7R 4 A AR
g B AR R DGR . o ICAM -2 fie g rh ok
0 A P 00 A S A P R N AN R B8 | O L AT R BR B
WA EY P53 138 HL IR ICAM -3 78 51 Ji il 5. 4% 241
JHL | r PR 20 | P R L A L RO B A B b R R A
Demiryiirek 29 e IR VSR H IR ZUA B, SRR B
I F Rz 42 ICAM=-2 T ICAM -3 515 B i 63k, iX ] fig
VLI TCAM 114 7 i (e i FLIR 18 IR 1) 2k 5 e, ) 3LIR
BRMAEK 5278, 1ICAM AT LR SF i L 40 i & 3 40 i
] RAE BT RS , UL ICAM AT BE i ROAE W 2 5 BOR
BRRIERL "
4 REHERER

%%éﬁé‘ EFH ( tight junction proteins ) & b R 4 i
VAL B 200 v 200 B 5 0 e T 2R B 198 — b D7 = A 4 L O
JLEE 252 1) 5, 7 L B 5 7K 43 - ok Al i 55 AR B el
Ao Claudin I K G e 8 209 0 2 —, Hop
Claudin—1F1 Claudin—4 B #UESE A7 7 T 1E % Ff I 5 25 i
H1, Dogan % WF5E KB, R WAL L5 1E & 25 B4 20
AL, Claudin—1 B934 BH B REAK, 1 T 18 /) Claudin—1 7]
AEil I 25 EMT o B2 39 00 s 28 2 2 4= 28 4k, e 3R
B A MIEK
5ARREER

PURTEHE H (heat shock protein, HSP ) B— a1k
18, 38 2 A0 RO VE F DA K S 5 02 0 20 A T 7 Hh ok
AR 2 AR AN T SR XA R A A
FEFT TR I —2HE 1, HSP 2R 1 51638 i 418 14 4 At 3 7
R 240 B R AR R 0 e A e R R B SR R B
HSP 5 H K% %% VEGF ;&A= , Pagoulatos LR %
B, S T A A I PR IR AR T HSP B L3k 45

A7 #0 R v 7 B 3 1, BRI 4181 HSP9O B
PEE R T IE A5 I 40, O FL7E FOR B A A L4 P9 B 40
T UK £ HSPOO , T 1 H 45 5 (%) 1457 P9 2 40 A o 3¢
KL 4R 7R HSPOO 78 FIR 5 PR 2 2010 1l 5 A i ad 78 P 2 3%
EEAEH], HSP 2R H R E R 50 F ik th R IR B N IEA
ST — PR AT AR | T A 20 R0 5 AN 37 J il 1 285
6EREEEABSERSEZAHMAF

F i 4 J& f H B ( matrix metalloproteinase , MMP ) & —
FIE AL R A E 98 ECM (Ui I | J2 266 78 46 1 L £ 4 3% 4%
B PURUHAORE R 1) A9 B (KA, MMP A2 315 4 8 28 1
it 3119 77] ( tissue inhibitors of MMP , TIMP ) A8 45 5 P 9 5
TIMP & — 2 i LR A & 7= A 19 fre 55 B2 09 8 7 20 g oh
MMP 5 Ve, TG4 RS MMP FEES B TIMP 22 18] iy
AP E T MMP (SR TE M, 24 MMP 76 40 i A0 1) % 3k
ST TIMP A 30 1 7 F B, BT 2 0 40 B 3% 55 . Kim
ST R R MMP -3 1 MMP - 13 (315 7]
VA0 ) B PR T8 R T 4 200 L 1) 14 5 AN AR B8, MMP -3 1] fig
FE ECM AL T & F DG HEVE A, Rk AT DA 0 At v
0 MMP, 6335 MMP -1 MMP -7 Fl MMP-9; i & 11
MMP-13 AJ 33 ECM A2 45 il MR A, (o 3LAR 85 18 52 %
TIMP 38 132 5 G SN ALZVE A A A B A% s A2 41 il
FURB AR ZETEY | Lee %5 WF5T & B, HCH 40 K IR
Y4 B 7b % It ( chondrocyte — derived extracellular matrix,
CDECM) REAIL T 3RS A L B2 40 L b MMP -9 1 3k | 3
Jn T TIMP-1 1 TIMP-2 iy 3R35, B/ T 3R B A J2 41
AU R ST, ECM EEFDRE AN — B3
FRAE , 4E5F MMP 1 TIMP 22 [ f) F- i 2 0 211, X 48 7 AT
AT REAE AT Wk PP 1 TP T e R BELR S R & A4
7 #HREXETF
T1BREFEARF HEESHT( hypoxia — inducible
factors , HIF ) J2 FEAS B8E - PR — 450 j5€ ( bHLH ) /PAS SR 1) —
Tl Sy DR 7, 7 A0 T S 41 3 7 M s g S A G B
Mo HIF-1a J2& HIF-1 (9588001 L, 2 5015 2R g i
A ML Az RN T R B K 5% 5%, JF 2 5 VEGE /3%
eiEE | BRI R  HIF- 1o 1] BL5 HSPOO HHZE5 4,
W/ HIF- 1o B2 AL FIRE S, 390 HIF - 1o B 5 A0, filf
HIF- 1o 55 505 P3G o - F5Fa 2™ . Pagoulatos 25"
WF5E & B, SR8 A 4L 8L BT A b Jz )2 ep 38 ] AR ) &)
HIF-1a 258 FEIEF 25 A1 20 U /D& ik
ik HIF-1o; 5 R WFRE WA LU, B & rEFUIRE A
AYUP HIF- 1o J HSP AR BI I BT+ . Dong % #f
FERI, R ECR B R4 ZUh HIF- 1o BEH B & T
TR BEOIR B A 4L 2L, BOR T A R HIF - Lo BY 345 7T g
AR B R 255, PT RE 2 2 A LTS 30, dndig JE A
T AN A K R 15530 % 89 4 4%, Pagoulatos %5 AN
TEX ML g i 8] T EEER B A e e A
BN T RS A AR FE M X nT REAE R T SRR B A A AR
3 1 R I AL . M Y HIF-1 AT E VEGF %% 5
MG — RIS 5 Sk, 2 5RRBAME K,
T2 EESERBMERHERTF (5518 MEE W%
1% Al F (signal transducer and activator of transcription,
STAT) Z 1% Hh 22 Tl I 51 R 1 4HL B, 3 26 % S IR 7 1 14 3
A3k TR RUIAE A RS A A B R v & P A 2
BLVERT, Fob STAT3 J&—Ff DNA 254 & (1, )& VEGF
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SN B s N 7, S 5T A AR Y S R A
M A P TR AL S Dong SR, HIE
SR ZUY T B A MAH 1L, STAT3 FESLIR B A 41410 [
B AN IR WE T, OF HgE R ISR 42U P ik
o T R SR B R 2H 2, SR BT STAT3 W Al i 1 2 5
() 4 1) 7 A A 0L A i, DA Tk SR P 7 4
8 NG

TR AR 3R 5 DL IR Fe e 2 — AN 5 R
RO, FE =TT S BRI (H 2 A FORE 2R A AL
1l 1 AN IR 36 e R T S A AR IR B A R Al e v
FROPE FIALAR A2 B, SR8 PR A S Ll e — D Ay 2 I
Rl e, W LA R Z A WA EAE T TS & — > B — 1
e, Egﬁl¥%Lﬁ¥ﬁﬁzmmE@FK€E EMT K 589
IOL AR el SR PR Y e A A5 R T Xt R A I B — 2B 5T
Pt TR
SE
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