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Abstract

¢ Endothelial-to-mesenchymal transition (EndoMT) is a
change in the transformation or differentiation of
endothelial cells into mesenchymal cells under
physiological or pathological conditions, accompanied by
changes in phenotype and function, and is an important

part of fiber repair. It is widely involved in the
pathophysiological process of embryonic development,
tumor invasion and a variety of fibrotic diseases. Research
on the role of EndoMT in ocular diseases has also made
some progress. This article will review the basic biological
characteristics, mechanism and research results of
EndoMT in ophthalmological diseases, intending to
theoretically reveal its possibility as a treatment target and
a key point of regenerative medicine technology in related
diseases, provide a reference for clinical practice and
scientific research.
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W K - [6] it ¥ 1k ( endothelial — to — mesenchymal
transition, EndoMT) J&7E 45 & R BB A B &M, N %
£ i 1) [0 J5 40 L2 Ak 8004k, IR A BE SR A AN ) RE U 119 1
T, BLARSRINN N B 40 i 3G B9 A1 FESME G K ARIE |
FRFSEARAE Y A1 VE-F5 %8 1 ( VE - cadherin) | Tie Z {£
1/2(tyrosine kinase with Ig and EGF homology domains 1/2,
Tie—1/2) 5 N B AE K F32 44 1/2(vascular endothelial
growth factor receptor 1/2, VEGFR 1/2) Ifil./Mi— P Bz 21 fifd
75 Bt 43 F - 1/CD31 ( platelet — endothelial cell adhesion
molecule—1/cluster of differentiation 31, PECAM-1/CD31)
G TR A 8] BT A LR SRR AR, G = LN B 2R
F1 ( a—smooth muscle actin, «—SMA) I FE 4 H ( Vimentin)
I ET 4 40 M 45 5 1 25 - 1 (fibroblast specific protein—1,
FSP-1) % Jf 3R 134 i s s e B 11 (& 1), fE
bz -] B Ak ( epithelial - to — mesenchymal transition,
EMT) WRRIE R R R B AL O LS RGN AT
PRI TR B G Z I EEHLES 5 EMT 2%
L, EndoMT J"{Z 2 5 I 52 28 St il 5 IR A5 4% B 4T
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MUARTEQIY: 259 SRS N R AERTT  uit fiis AL
il 2 , AL 48 LT 2 40 MR IG5, A0 A1 I o 6
Wi DUBLEEN™ | (8 1k 98 A 25 0 3 PF 38 AT o5 A e Bk
B IS TR 8 B B 2T 24 200 e ok B 4 B s ORI | 2 AT
bR K 5, EndoMT 76 p i T R B M @l
LA — 2 Bt 1) B £ 9 L P L m e L BT LA,
¢ EndoMT 1 & A= AL, 858 L i (9 G B 431 R S i1
P SRR YT B I R L

2 EndoMT B9 & £ #1 &

EndoMT &AWL 2%, ¥ S 2 Fh 43— Fl fi 958 B
YEHT, BT 5% 2 B £ T4k 4 K I B (transforming
growth factor beta, TGF—B ) Z 15 O HE 43 Fil i i 1 4 ] &%
E L 9 3 5590 6403 FH T

TGF-B &S EndoMT &4 K EHEH F, TGF-B 1) 3
FF A TGF-B1  TGF-B2 Hl TGF-B3 #1225 EndoMT'"' |
o TGF - B2 B TA b & d5c A3 AW B00E 7, TGF - g1 Al
TGF-B31%5 1Y EndoMT JRF5 TGF-B2 4, Hiz F siRNA
UUBR TCGF-B2 K& M 3R 3K AT 55 28 TGF-B1 F1 TGF-B3 4b
AN EndoMT A5 &4 19 35, TGF-B/Smad LA
KAl Smad 4K # A9 A 25 3L 3R 42 3 2 5 EndoMT i 72
(& 2), 28 Smad 42 TGF-B 5 Z K4 B AL,
Smad2/Smad3 #EER 1L, 4K 1M 454 Smad4 , 76 4 M A% N & 15
PH#E EndoMT AH I F ik IAE R, Smad7 & H P A
Gk W F, Z244E Smad KEIEE KBS
EndoMT )%, TGF -8 7] i@ i+ MAPK FK % (245 ERK
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JNK ., p38 MAPK ) . PI3K/Akt/mTOR . Rho/ROCK ., Rac .
c—Abl PKC il NF-«kB % F i i % = 5 EndoMT!™ , %
Hh,TGF-B i&4 5 Wnt Notch %53 # Al REAF7E A2 T AEHT,
A0 Notch FriAk Jagged—1 /& Wnt/TCF L eSS R b u g o
RIEAE, N 2R S DR S0/ 5 i EndMT AH 9@ 5% 5%
[AIF- (4 Snail \Slug  Twist \Zeb 25 ) -5 4 ] J5 4 S 1 L A
B SEREM , AE A AR %) PN R A S b A  3 8 A N ik 2D
N BZ 4 &5 fe) ok AR, 3R A5 D) J5 40 R e AR, o B R
EndoMT'™ | #iifg 4 76 EndoMT s % 5 T 1 45 5% ] 4
YEAT, i TNF-a \IL-1B . IL-6 ,IL—13 2 7] il 32 IRAK B4
FE NF-«B M2 5 EndoMT, IL-13 %519 EndoMT H
WP KT STAT6 AKT 43Tk B i 45 f it #e
WAL U A 5T SR Y & R AT S AR R i RNA 78
EndoMT H F 8142 9 2 o 7 45 Bl B 52
3 EndoMT SR B &%
3.1 RIERR  IEH B AT A9 AR AR PN R A e i B
ML, A Fr A B B AR P Rz 304 33/ IN B AT el B 3
FIEH AT R A8 B, i AE P AR TR 3405 | L o 0 i
FHAFEERAE S R R HAE R, EndoMT 2 5 i 21 4k K
YA AN T T DR T AN B 2 S R 2 2 (8] JE A
HJG A 22 #E Fuchs FBS PN B2 8 IR AN WL J 8 22 TR £ i
N 2B FRAN K MERE I A I3 T % 8 35 Hh 2 2 B B N
1B ] 1) S A b A 22 B0, G0 4 AR B P AE | o — SMA I B
1 FSP—1 1 B IR i 6 3 PH 452 HL Zeb1 %
A 5IR &R Fuchs AN BEFRA R 5 HB 2 BPE M BN
FOEFEARAES . B R A R A0 MR R | e A 4T
Ae Mo A= K97 7] 134 Snaill/2 Zeb1/2 115 S EndoMT,
ELRG AL AR FR FE 2 K% pl120 % BR AR (1 n] 8 1Y
Rho/ROCK, 5 il 42 fis 410 ) DR 2% 1% £ 5 P Bz 40 B 14 %, &%
A pl120 siRNA AJ#435 p-120 %M E [ -kaiso 55 515 Fi&
2, ] EndoMT 1M A 5 0 1E % 40 i 384 42 ) iz | ROCK
01300t T A RS A M A B 0 P A T 2 L 400 e ] o
A EAREERYT, BFE4EE A (matrix
metalloproteinase, MMP ) K % #1G Wnt {550 8%, T
AN A (R AR T, 5 A A B PN Bz 3 B ) B R
HE, MMP 5570 AT 3005 1 — i 22 FEHE A Smad7 JE A
B KRR AR TS el e 405 455 AR ) Smad2 # BEL W DA T B0
EndoMT, 1fi 1IE % Y BI0i 16 Z i FE A2 52 m > Eak 4k
FE BIF 5T 45 5 e B0 Y EndoMT AH 56 4% F-1E 4 ff R £F 4 4k
PRRIRTT LS BT 2 A, $E s HL RS 2 5 2% 1 R 4 L
A BB ASRAF ST B9 5 1]

FEEE AR IR PN R AR T AR RS A, Naranjo 25 i
58 R IRAE—R53 5 5007 )2 R0 85 A JBE N 2 #E 4 ( DSAKE ) R
SR VL) R AT LS 5 2 S N R A A
YRR S, Horp ] S B AR T 40 K 1) S5 40 i b i
a—SMA 5T 5 11 2235 PH M, AT fE 2 i A B PN 2 4 i &
EndoMT #LH %% 6 R £F 2 #5641 , 43306 31 1E #1440 it
AN B A B B, i B TR ok, 7 A I A R R
FERTW MBI T 2 PRI A SRS e 40035 ) et , 1F
FE PR 24 TR EndoMT 1 A9 5 2 R 5 1 M, 4R R
EndoMT 7 55 7K f B 20 i 55 7% v (0 40 SE AL T B 2 A4
[ 2 A P B TR A S A
32 BHR /NP Schlemm 45 1955 B 21 4 b 2> ff
Fr/K it GE Z B, 2 5 IR B PR AR BT . Ashok
STUREGE R, NN EndoMT 25 [ % 1 FF ff) 760 75
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YEHR (primary open angle glaucoma, POAG) IE WG e
Y TR [ (prion protein, PrP®) J&1E % JEH 4l 1747, /1N
ZRY AT Schlemm 45 PN B2 40 il 3R 3K 1 PrP® BAT 158 Ak I
YRR i 4/ L T A 1 B AR BRI R, LB R ol D RE PR A
23U Rho/ROCK 58 6, Bl /N2 20 i EndoMT, & A=
PRPELF ARG i Bk i i B T, Ak, TCF-B2 Ab B A
SN IR Schlemm & N B2 40 il ] 1 B2k 2 CD31, VE -5
FEE R M58 a-SMA | T BUATIV B R 25— &R
5| EndoMT FURFEMERL ™ B EndoMT 4b, EMT 25 T
FOGHR 8 F ARG IR AL A 28 32 300 45 4 Ak 55 B
R R AR OGHR & A AR 5 A i Ak 4t Bt vh &
M EZAEH, N OCIR R B L T LA

3.3 MM ARAk LR IR ERR  IF 5 10145 1 2B K A2 — 4>
Z R AR R DR Rl B P o BR SH H H AR &
B, KO A i P e B AR Y A A S
2T A 1 LS A D) Rk 24 R s B X ) ISR 7 1) PR B 44 L
YA 5 GBS S H v B FE IR B9 H D S R A BIL ] S
WEIRYT R AT EE DGR E S,

W PR AL I JI52955 7 ( diabetic retinopathy, DR) /&% IR
TR LRI E A IR R L PU VEGF 1397 B IR
W PE 25 BEZK B ( diabetic macular edema, DME) "1 7] g 4 #i
P £F 2 A E 5 FE PR PR A I B A2 ( proliferative
diabetic retinopathy, PDR) H £ 2k 48 47 i 45 3t ml 22 H7 M 40
PO B 25, o0 A 5 A B 4 S R I AR R R i 2 ) O 5 (1)
B 20 EY], EndoMT AMAZ 5 T R4 41k
e, E B9 T DR B4R ERGRAS S b S s
PN 2 40 % A2 EndoMT, 1145 55K FE - 1T (angiotensin 11 ) f&
SHPN B2 B 2 b B UE ST i
SR IR R 15 P R 4 & A2 EndoMT, AKT2 {5 538 5 2
UEAd R A B Y I 2 5 sh W A R v A PN
S f T 3 AT S A R AR A WS PR Az B R RE R 5
PAE AL BRI LA EndoMT Ky Bl i £ 4k 6 55 %5 s 5%
.48 7~ T EndoMT 7£ DR #f 2505 48 o & 4% 1 8 2L 4R
FHS . 76 PDR R (14 £F 2k 388 58 i v 2% 30, 0t A5 P9 2 40
2% EndoMT HILHI 5% 16 A 1 £k 1) B ET E AR, 638 a—SMA |
FSP-1 % EndoMT MR RAREY JF HE &R E R
20 B T LR 4 A i A A B AR Y X — & ]
HEM DR WIS B A 5 20 Ak =z (] 1 e i - 218 42
BETHI UGS A — 2 b T A 56 P P DME
Az L B XL 24 4 8 BUAS 558 hy G ) S e 2 SR 4R
FNEEXT EndoMT AHIC Y £F 2 Ak 08 A i 5 % B i 1A
Jrk, ITRERARIAYTY DR Y5 BLEH

L= J LA B9 AF ( retinopathy of prematurity, ROP)
SRR LR B DA I B I e, OB i R
Jir PRI A A 45 388 A= 2 R B A 242 P 00 T 2 A
() 5% 1045 1B W 3 B0 B PR LI BE B 5 ROP
FBULP TS 9 B2 A B T (vascular endothelial growth
factor, VEGF)IRYT H B ATE L L) 8 WARYT B G [ Y
HoZz Ve XER KB W0 N L 2 5 AT AR R
IRMERE, BIF5E & B, 76 ROP /INEUREAY v il 1 f5kt 460 2% 4 7T
REPR A P Bz 240 M A BLAT I8 IR 43 85, 48 EndoMT AL il 3
B — A WY G 2 S B A A I R R
SRICEL AR B A5 i — 2 W5, (A ROP IRYTHE4E T
YIA,

AR A SR Pk B OBE AR P (age — related macular

degeneration, ARMD) J& H1 & 4 A HL 71 3% 2k 19 3 B %
L RREE AR AR T A T M AR JE R DAk 4 R
A IfiL4 ( choroidal neovascularization, CNV) A 3= B HFAE
g AT IRAE ARMD B2 HARJyfE s R4
U VEGF 2591 2 AR PE ARMD HIBRUETR YT 254 (EAF
TER Y FT 7 85 R 5 O 0 BT 27 4 A FR R I 1 K
b PRI 25 24 A 15 1 68 26 D) T, 4 JE R 400 ) 8 i A7 1
S ANNE Y EndoMT HL 25 7 #0037 A= i 45 it 46
Vi G S A kL TR . 5% P F Snail | 7E 4R 94
5 CNV 75 A B IR BT AR MU PR 301 B Bt 4 3 249
YEM . RNA-seq 25550 BT B, @R Snaill JEH kD T 4%
il 200 0 RS R 20 i S0 o R M A R TR SR 0k AT B AR
JENTE S Snaill siRNA #0177 CNV /N BRUERE b A i A7
BIIE 1 . Rossato 2610 BF 5% & ¥, EndoMT & 7] fE 2
CNV #iL VEGF 3877 i 25 95 N, T VEGF 254 ] 15 5 A\ 41
R HES I PN 2 40 9 ( human retina endothelial cell, HRECs)
KA EndoMT 5 B B 4%, 410 i EndoMT J& AT B & $2 &
HRECs XIHL VEGF 254 B9 BB, £ CNV Ay /)y RURE A g
A BT VEGF Kt EndoMT 2549y nJ B &b 410 1 7 A4z i
FRITE I, iy RSB A= I8 RO RIE 58 SR B R T S it 1o
8
AFEERE

25 ERTIR  EndoMT 75 A A A= B 2 B8 FIP i oA b 41
FAR T EERIMEN MO NG T 2 AR il A A
TR G IEL AE P A A I ARG T e 8, IR AR
F SR 0 i B AR R IS R A, e SR
SEH AV BLIE M S E 5, i TR R ET §E B9 EndoMT
AASCLE AR W), BHX o B S ARG 36 77 A [R] A
SUAS SR T 5 B DB S ARG I A5 dl s, Dy Bt A 52 K i
R TSR AR S
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