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[ Abstract] The Notch signaling pathway plays an important role in cell fate and homeostasis. Various studies
have proved that the Notch signaling pathway has strong effects on corneal wound healing and the maintenance of
corneal homeostasis. Limbal stem cells inhibit differentiation and proliferation by inhibiting the Notch signaling
pathway. Physiologic downregulation promotes cell migration and wound coverage in the early stage of corneal
epithelial repair, and physiologic upregulation in the late stage of corneal epithelial repair is related to preventing
excessive stratification of corneal epithelial cells and maintaining cell differentiation. Fibrosis is correlated with Notch
after corneal stromal injury. The Notch signaling pathway is directly involved in the endothelial-to-mesenchymal
transition induced by transforming growth factor-g after corneal endothelial injury. In addition, there are interactions
between the Notch signaling pathway and 14-3-3 sigma, epidermal growth factor receptor, Sirt6 , microRNA , and matrix
metalloproteinases in maintaining corneal epithelial homeostasis, corneal epithelial differentiation, corneal stromal
excessive inflammatory response, corneal neovascularization, etc. This review summarizes the function of the Notch
signaling pathway in corneal wound healing.
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AR R A BREE O BOR SO, 14 BRI A Y B2 2 B g Noteh {55 58 8 2 bl AR 405 40 1 I 1) B — 32 1k A

A3 IR AT AR B, PRI R BS540 18 A2 ALl 1) 4t 5 X T
R BBAE AT IR JU N E B, Notch {5 51l B2 IR NI % & A
HLBURRAS P 4 F5 40 N 18 15 5 1% 32 0 DR 20 N i ds T I A — 2%
i B DR ST A 5 T B, i R Y 2 A A SR 20 0 A L o fE R i
TR G B . Noteh {7 5 (0 45 22 A AR 22 il

HAEHT| &89, 81 Notch iy 4 X ( Notch intracellular domain,
NICD) \RBP-Jx K% E ARG HE [ Fl 3% 1 RBP-J i
B Su(H) #1575 il B2 AP 2k U Lag-1] 80 Mastermind {5 {6 Hes/! H&
M. 3 £ Notch {5 5 i §% /7~ X I 15 & il i RBP-Jk
Hes/Hey 3£ R 4k (¥ JL A Notch ik iH HEm &L= . Notch {3
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55 5 A R £ A AR R MR AR 0GB R R B TR b
ZARAT VRS AR AL . MR 5 2R, & 2k ER A
AR 1 B R TR F 3 J AR IR i L 5 2 RN )2 Ok R F
AN I T S =Rt B = B B A A = L A =R e
B A W L AR I T I A S B BRI
SR, F M IH B 55 . A AR Ry i R I T OR A R R e 7 4%
Tk A Y3 b DL R oA o e i 45 40, BB U R S A R R
W9 ReSE B 3T RE ) AR Y 5 1A OB, X — o AR T B A
Mgk GER AR T 2 R MR . IE R LT A
Ff LS mm BT A 24 h WA A X R 0 I P48
MFYERE A R FE D e B X E B . H AT O FZ 2 Hp
59 AR K T2 5 M BRSO @A i iR e (R
0 2 AL oK 58 S WA A . AT 58 sl A RS 458 495 48 52 3o A vh
Notch £ B3 J (0 7 F 3E 47 2534, I JR B30T ff I 40 16 42 19 0
A A5 SR

1 Notch{ES@E%

Noteh {5 5 18 2 2 {1 #9200 A 1) 368 15 3 38, DR 6 A
[vi] 448 it 1) 138 5% 09 o Noteh 3 ] Jie 78 1917 4 2RI 50 v &
B, TR HC Ty R B 2k 3 s AR W I % 3 2% B Z) (Noteh ) T i 44 o 3
ZIL TR TFFEIN A Noteh 5 5 il B & — R b AL 1) 2 A7 7E
i DR SY A A5 5 1% il % 5 HG Al 40 YL ) £ 5 B
I, Notch Jd A7 HoM A5 . 1, &84 Noteh 55 LU 70 W Y
07 AL BAE S , RSB (55 143 K A TE AR AR 40 i =2 18] O HL i %
20 i e e i, T K 22 A B, I Wne SR R A A 2 43 T
G35, L BORL/ 5 3 3032 R 43 W 0 IC 1R G2 O b B
AL X — R 5 28 3 Noteh 58 1 A 20 R v #2552
AHG o HIK, Notch {5 53 #% Bt Z {5 5 il K F1 =W R A 5 g
J1, BRI o) 24 i % T A% 338 30 A A A% 04 15 5 0 B SR R O TR A
FRFRIE R Notch J8 B 4 2RI A5 5 19 ™ 4% 8 5 X e (4% 5 1% 18
B EFEBEAIEN . BN, Noteh 15 5 % 16 508 & & Al
JFE A 40 0 ok ke S A0 L 3 B U L R AT M A Ak O T &L 5
Hb, P85 Notch {5538 B v] 51 L 40 i) iz g A Ak sii T
1.1 Notch {5 53 & 19 41 WM B0

Notch {5 5@ # £ 5 Notch 2 {A  Notch [ig {&  DNA 455
4 ( CBF-1 Suppressor of hairless Lag, CSL) | #H 5 ¥ 37 K 7 Fl §¢
FER 4 . Notch Z & (Notch 1,23 1 4) J& i g 4h X 85 i X I
NICD ZH Ji # — b 5 U 85 IR 25 1 5 Noteh L K 2 5 Delta-like
1 (DLL1 DLL3 Fl DLL4) | Jagged % 1 ( Jaggedl F Jagged2)
1 DSL % H ( Delta, Serrate #l Lag-2) , iEWI#F 5% & 3L, Delta-like
T 48 T 93 % R 455, DLL figh % 3 3l ik o 45 5, B 15 5 = 0k
DLL4 4§ Noteh {75 ¥ . # 8 F CSL 1€ Noteh {55
i % PRI 45 A Notch 15 5 56 7 )3 3l F 7 42 19 DNA J¥ 51,
Notch T {7 ¥ 5% H 40 45 E/spl \HES HEY ., 41 jifd Ji] 9] &5 11 D1,
NRARP F1 survivin %5

Noteh {5 538 H s 22 72 - (1) Noteh # &3 3 BT 1)
(S1.S2.83), i NICD B0 A 40 T 5 (2) 3 A 40 A% 5 5% 5 A
F CSL %54 ,JE i NICD/CSL &% 3¢ 335 &2 & {4 ; (3) HES (HEY |

HERP % G P — 88 JE — BF — 82 52 % s 4 il DY+ 5 e 8 &6 I 1Y
Wi
1.2 Notch 3R % ff i p (1 355

HATA BT T )12 KA Noteh {5 53l 2 — FTEK H i
R P L AU i A a2 1 T B S TR AL AU A R 2 5 Ak
AT FEZEIIGE . Nowch 3 B TE A B BIF 58 IR @ /) B Bk
Noteh 1 4 PE fig B A8 20 o £y 1 fz B BT 5% 084 A AR I 4k
M . T IET R W Notch {5 5l % S5 M BL AT 4L k.
LR 1B 255 HHA

Tk 0 A SR SR G T B S L 43 B N A IEE b B2 4 L Noteh {5
Sl P& AH e £ H Ay £ 35, Notchl, Notch2 . DELTAL , Jagged1 .
Jagged2 HES1 Fl HES5 1 % ik ; Deltad . HES2  HEY1 HEY2 i
HEY K235, A A BEHERR AR I KOk U8 0 7T 68 5 76 N A E 1 Bz vh
F KM F] Notch3 Notch4 Delta3 F1 Hes3 (7325,

FE A BE R TR AL Noteh 3[R 1) 22 325t R AR [ , 5 5 Bb %
Nl B 25 0 v e £ B % Noteh A 56 3% ] 6 7% & B, Notehl 2
TR Jaggedl T AAFE f 2% (W ek i F AR L g, H R %
FEIE T A L1 B2 19 3K 2 5 Noteh T i 8 JL Bl HEST Al HESS 7
e B bR Y R R B3 T M B 2% Notch2 | Deltal Al
Jagged2 KIKTEWI#H Z M 2R Y LG8 . AN
AEJBAE K B B, Noteh 2 IANAE | 2 B8 J2 K58, 7T g A
H T — B0 e mURE S 4 A7 AL B 22 9 30 Noteh 78 5[] Al
Zs ) F ks

2 AEHGIEES Notch 5518 8

R 508 5 S8 — AW R A 0 o GRS (B AR A Ak R Al
M AR 3L i (excetral cellular matrix, ECM ) T ¥ [ Efﬁ-‘ﬁ%ﬁ“” .
11 PSE T R A0 R L R T 40 D A R AT 2 R A % A S 2 [ 1 B
I3 W55 43 Wb AR A TR A S B A SRR B 4 A X — 2
R RS b R AN 3 5 40 A P B 0 R R 48 1 A i A
A — AR, AR 3 Rl OAS 7] 2 A0 MG S 1 A B AT AR A G L AR
AR A ECM I8 ff [ 1 fe 5 ff B AL B 48 52 2 )ik
AETE 28 3L W, Gk BT AN B A R i 3k BT An M AR KB T
(keratinocyte growth factor, KGF) F1 iT 40 fifd A= 1 K -7 ( hepatocyte
growth factor, HGF) 52 i I Bz 16 & 5 I Bz 40 Jfd 20 3 199 9 400 JHd A
Z-1(interleukin-1, TL-1) FI 11 /N #2 fi7 4 4= & A T ( platelet
derived growth factor, PDGF ) i %7 & 5t 45 4 J5 S5 17 5 Mot &5 3R A A=
K W 7 (insulinlike growth factors, IGF) Fl ¥ b 4= K A + B
(transforming growth factor-g, TGF-B) A & %5 I B 28 Jitd 1 & 57 41
Pt 1) LIS 7 A A0 M A 25O BRI 2 A, F A% T2 A 3 A A
P22 5 o
2.1 fafE EEBGER
2.1.1 MM ERESWAERSR ML R FOMNEET
A AL AR AR A B IR TR RE D A R
48~53 um' " AR R — R K A AR R
B, JRE T~ 8 2 AL HE RGN B (2R JE AN TR A0 A IS A S R
G TE LR . A M [ 3 o A U T L S AR B R R R S
JZZ MGG S . MR RANZR, 5 T 5% B R
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& AT IE SRR R . A 1 18 A T I
N2 T 40 IS (limbal stem cells, LSCs ) Ty G 3 55 8L A , it 1 2
ARG R LSCs #2436 T M 4 1 A RS Sk MR BT . D L, AR IS
SR 45 F) Bk ot ) £ L L P T ELRT T 9 S 4 i R e
SN 1 0] o LSCs 48 i 75 5 R AR K. H R E T A
JE R B840 16 B2 00 3 A U A 9 AR B 2% - 5 T 41 ( corneal
limbal epithelial stem cells, LESCs ) {5 15 F1 8 B - Bz F 40060 {15 54 .
e PRAE 52 v 2 B, 7 A I 2% 1 40 B B B 10 15 0 F , B 2 1) 2 B
Fr AL A0 e T 50 LESCs St A1 B8 1 i 19 & 1 7 4R
HAEREMEH, FIL LESCs I Ui 5 2 i B A B L Fa 25 o it
i1t 2 3 A P ML

A0S _E R 407 0 18 AR K R Bk T AR S T 4 e A
VR O L 00 6 VR AR R PAT S 0 2 AN s s B
mﬁm&%mwé@%%ﬁi&%%i*%ﬁﬁ%%@%
pIIICIPVE ~ 22 R g ol R E N s S = R S R i UR = e 1 g S ]
%Q%Eﬂmﬁﬁ84%Aﬁﬂwm B 4 9 B A 3 40 i T
B HGERr AL o AT RS2 405 1 R 3 40 T B S B s it X
WA A bR de bR AN 4 X 2 A B G 8 A 4y 2 R
HIFIGEIZEEM ISR d s, ERpBIF R — AT
HEAT 7 a6 52 40 X0 R O T e T R4 i B s ST R R AR
AR B B FEAE AL R ST, 25 % A A L R e it
2.1.2 MR EREMHGER S Noteh {5538 % Notch {5578
5 55 S R B 18 5T A B VIR ZR L fH Notch 520 | R 41 i 34
HE AL AN . Notch 3% R T g H AT L) %, — Jy T 3
3% Notch 5 £ R il ¥k b Rz 4 B 38 A=, DT A7 250 b AR 22 £ 1B 6] 45
A s 53— J7 10 Notch n] LU il 1 B5E b e 19 A o 330 B 4% 12 vl g
5 Notch {55 3 8% BT 76 38 07 # {5 5 18 B A G, AFDRET,
NICD f93 2¢ 35 N 2 5| A B b J 41 it 386 74 oy 46 58, (3 8
% Notch 1 {4 W] 7E 451 73 )5 57 0 A0 084 AR 8 1 B 4t 38 A, 3 20 ik
AN b B A AR AR S . TE B EE
i Notch1 35 P47 Bl F A I 1 B 40 i 1 2 35k m] R 2 B 28 01 15 )
57 PRI - 45 78 T #0040 3 6h Noteh {5 5 9 S8 E ) 7 1A A 45 4
R th  Hes [ 383K 5 4 ff 15 2E 35 4 &2 0E AR 5€ 1 78 14 Sh = 4k
B MR Hes 1 iof 32 3K 5 10 0 40 a0 /170 0 X P B T
JE B4 TF 2 Notch 3 e X0 P (0 14 90, 5 5 33k J%4WW
FifASh Notch il #8878, % BLAW i Notch 38 [ i 3k £ B2 | Jz 2
MR A3 10 P A H X — o R 'ﬁéﬁiﬂﬁajﬁﬁa&'ﬁéﬂiﬂﬁlgi
Tk WA, A Notch {55 3 # 3 H4 K 1K 4H it — Jk 57 2% B A0
LB 1 40 R 2 e A, S e 5 HE A O B A
Notchl R FE /I B ( Noteh 1™ ) ffy I Ji2 9 1}JJ:QH]HEJE€EL

R VE Y R HOJG YK S B L B B B B 2 fig %%
Z 4, Noteh1™ /N A TG 4~ 6 A, i B3 R JF B 1R ikt , 20 8L
T2 A 4R G WS ST 35 FIURT AR I AR

Notch {55538 i 76 A 793 5516 52 B BER B Wl Notehl 3
KK P A ff A 5 R B R AR B R IR R . M O
WA R B (4 h) 30 Notch 5558 #4495 11 JE 30 1 Bz 40 i
WEMBRIERELW, £ LERGEBEENEMR B (24h),
P4 Notch {5553 % I g 25 4 i b i 40 i 4 J2 i B e fb . |

UL AT L, Noteh {5538 % 78 £ B8 1 Rz B0 06 43 B B AR S0 T
SR AN MR AN 0 L RS M A Y B AR FRE R g
55005 1k A B R 20 B Ao 43 ) A A AR A A AR A DG
FE AR TR B 40518 525 2 b, Noteh 58 B 55 At 2 P A1/
FFREWRARRMZEXAEM, (1)14-3-3¢ 5 P63 14-3-3¢
S stratifin 25 1 G T — 01, FF R R IATE 0 AL R B R
TE 20 A5 5 % 5 R A B F AR R E AR T, 5 K B R 4y
JERNA LA 520 7 3 e R ML b 14-3-30 %K B p63
il , 252 B AH 40 M 43 AL I p63 Kk BT R 14-3-30 %
kN, i G Xt 14-3-30 £ AF Er /J\ﬁ’f‘%*”E’JﬁTh e T
14-3-3¢ 7EVAR R B b R B ML IERSY . 14-330 2
I 7 20 R S P S B R R T R R A R R A0 e v
RS AL R T . 24 14-3-30 3% 1 4 40 ) BF, Notchl Al
Notch2 %% 5ty /b, 6] it 80 b Bz 200 Ffa 384 A 0 434k 585 24 DA Rk
FiE 7 AW E Noteh WEYERT, T B 4l i 18 A4 F 4 4k 5 8 3915 3
Bt L E U 7E R B B T AT MR 40 B g Ak AR
14-3-30 {42 F i Notchl (¥ 3% ik , 76 35 f1 B8 1 B2 40 Al 43 1k v
BEEAERT . (2) %MK H T 32K (epidermal growth
factor receptor, EGFR) 55 p53  EGFR &3 ¢ 4 K B 7 21k K ik
B 52— A T p53 kB e i 7 4R Noteh HE PR 3% 3k, 4
il EGFR {55 W #%3% Notch 8 F4 JF- o8 I Bz 4 M b . #5 el As
PO 1 B2 ECFR Gl B, K 5 40 e U4 T 48 40 e 58 2 2D, 1
MR (3)Sin6 414K (15 S B LG Sin6 J& A B4
RE SN SR R, 5 M B R E A R L R
P A RS BA R A G . Sint6 B = 8% S EUMA I B 5 0 R 5E &
A R A A B R]AE R 5 3R 5 AR5 3 5 Y 3 B 4R RE O AR Notch
T [ SRR G, X S g 2 S O T T B R ST AR R A TR 1 R
A0 (4) /N RNA (microRNA , miRNA)  miRNA 7£ F 41 Jfg
4 2 B A A3 Ak b & ?WEFEI FREE 1 Bz DA R I A A Sy
FRE ok IR, miR-31 38 3 67 98 45 0 ] B 55 B (factor
inhibiting hypoxia inducible factor-1, FTH-1) 4§45 1 i I J& 41 g
IR A3 . Noteh ji B ¥ 43 i miR-31/FIH-1 3K $ 0
Je 4 H 5346, FIH-1 %F Notch 24k, '~ 4 Notch i , 714 97
B E R A A3 i T FTH-1 2R (3 7 A I 4 b Rz 40 i b ok
SAEAE EAE AR I R AN R L R AE A 38 AT 4 U A AR R %
HIK 7K miR-31 Al 7K P FIH-1( H 98055 Notch & #% 15 5 ) 7]
RE 2 4 15 A IR % b B2 ML A0 R 43 Ak 2 R g — R PL AT
miR-184 Z 54l & & A MIEB FHE L E, miR-184 1
Z:EJJ\ S5 RO A B RS BRI G E 1tk [ A S A OC
W R, miR-184 7¢ ff I I Bz 411 B v 38 42 98 9 Notch F1
p63Z|HJE’J¥1% £ Notch 38 [ K Ho b i 40 i b f 20 o i) 38 A=
PEF AT FL R K15 A1 FIHT Ji & Notch 4 #i 1t (4 1 f 41
A A R L (5) 35 42 8 2K 1 i ( matrix metalloproteinase,,
MMPs)  MMPs & —Fl 2 £ ECM I %8 0 i & A= 5T i i) OG 4k
HT. RTZ5ERECM S AIREBE IR TES G RE
filt MMPs, £ 4t MMP-1 MMP-2 MMP-3 MMP-9 fil MMP-14"*"
MMP-12 38 1 34 5% | 5z 40 0 7 oo 240 ff 32 0 42 4 iy B I
B 5 )5 R MG A3 B 7E U S A B 4 J2 405 1 Ak 2 475 A A
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H, X S A R 2T Akt B BV MMP-14 R —Fift i
lE MMP , 222 5 ECM 2R [ /K ff S0 W 7R 32 % #0400 il 1 7% 45
Tt , WF A IR A= M AR L R TR, AR /D BRI A7 1A Y
o MMP-14 /) 3 B e 35T R AIG I AL R JRL AN o 7 W UL 3 2
(a-smooth muscle actin, a-SMA ) [#] 3 3k 3k Tl 7 Ff1 B8 &F 4k 1k, , 4t
A s WY . MMP-14 % Notch {3 54 i 98 #5161,
MMP-14 58 5 4] #] Notch Jit {& DLL1, 41l ] Notchl {2 ; # %
MMP-14 #4487 Notch {55 ,3EH] MMP-14 5 Notch 2 [8] f£ 7E 1
AR
2.1.3 MR ERBGBESMBEERMKR AR
IRV Z X 1 Rz Al M A R S P A AR A TR 4 i TR
% 2 £ K- B F (epidermal growth factor, EGF) .PDGF  TGF-o .
TGF-B . i 4T 4 40 M 2 1< [ 7+ 1 ( fibroblast growth factor-1,
FGF-1) FGF-2 IGF-1 KGF HGF Jigff 2t IL-1 1L-6 IL-10, L &
9 1 58 IR F a,ii%lﬁ?ﬁi'ﬁﬁ!ﬂﬁt&fﬁ%ﬂ%ﬁ%‘ﬂﬁﬁ
S XN TR AR b R A0 R A 22 5 B W R
s LA IR VR B 25 90 15 A T4 fil B2 AR 445 5 108 2R 8 42 ﬁ!ﬁk
F R 40 Mg ks b e s s

2.2 MR RE

ﬁaﬂﬁ%ﬁéﬂiﬂ@%ﬂﬁlﬂﬁbﬂﬁﬁéﬁﬂﬂ@?ﬁﬁzf%E’J ECM {4},
WMHEE G- BT -2 MR R O, 5% 8 00 T F % A
R 25 2 0 R o A A R B L A B AR ) 18
RO T S R R AR B A B 4 )G AR A R
A4 05 457 JR] B 2 5 40 B A T, A B A T R AT, 0
YA AT 1Y TL-1 55 o A BB BE 0T 18 52 S A A B, 49 1 Ji) T T
20 03 Ak S BT 4k AN M, BT AR AT I B R ) O HE A 40 Al S
X SE AR ST 7 A 0 AT 4 A 43 B8 1 ECMAS [ F E R 5L T 4
L, LI 2 1R 4T 4 i B R LR 18 A A U R
thﬁﬁzgr?ﬁéﬂiﬂﬂﬁkﬂﬂxﬁﬁFléﬁiﬂ’@“ﬁﬂij&,Megﬂvlﬁéﬂitdk
FARATIL 7 o LR 2 40 B0 3205 T o 2 o 4l it 2 7 1) 23, 0T 4y
WY ECM T 10 26 (A, 35 B MMP™2 L Bk 45 4 3 A
J5 , BEF 4 40 M BR 25 5% «-SMA F1JJLIE] 28 & 1 9F 8 0k B &
F3R55, I AE AL A 540 1 A HL A 5 B 3 8 ) 1 LS &
e o WUBET 4E 40 RG fA R AR 1 R, S R
W OECM, J2& 5 B0 AR N5 BE FT 27 4E £k 71 A R il iy 32 2 9 2
R E LB ET 4 40 A 00 4 O e R L
IR YL A S AR D . TER B BUBUAE S, X B LK
R Y A0 M K e AR R phJE R A B R 3K K B (epithelial
basement membrane , EBM ) 52 4= i 4= J5 , % #1L 0U) (¥ £ £ ECM 48
IO TR IR B A T A . X — 3 R v LR T 2 4
R 2 T 4 A T 4, e 22 AT B R U A MK W WA 2 L TG 1Y 4
I 4 5 5 S T T 2L R R

EBM E@ﬁi%%%ﬁjﬁ%ﬁ%%%%ﬁiﬂ@%%ﬁ%/@
FEE IR K 0 HEAE EBM [ SR 45 M RIS RE AR I
Sk 5 i 4 K W 7, 4 PDGF il TGF-B ( L A& TGF-g1 Al
TGF-B2 £ X A~k F2 v HAT 15 7 TGF-B3 HoAr HiL MR Y B
BRI ) K A AR I R 33K W 7E T S A N R e A
TE 75 AR 20 M0 23 Ak LB 27 4 am i o AR BT B BT S

A, Noteh 55 7] 58 5 ff IR BT 51 49 )5 2F 4E A0 AR 56 B Sk &
Notch {7576 Ff I 5 5 240 M0 454 003 16 52 33 A v ol 5 Bl 1 AR .
2.3 RN KM iR
2.3.1 AEANEBEEZNAMIE MAENKHBZRNY
5] ARBH ) B A S U0 A 2 . AR E P B 4 i A O
HIL AL , (R 37 508 5 5K 9% 3% H2 R0 1E 55 20 0 %% B, % T 0 4+ £
T JBE 7 Ak 375 W0 4 5 0 g % o E Elzjxﬁaﬂ;%lﬂﬂﬁélﬂﬂ@
( corneal endothelial cells, CECs ) 7 1A PN EL 75 Ik 22 4 24 3% | )
I‘Imﬁkzﬁ%é)%%ﬂ{%i,élﬂﬂ’@%ﬁwﬂﬁ%ﬁuﬁmEiﬂi‘nﬁ%%%%l
TAEAE o SR IR P B AL, 5 S0 2 N AR PR B 4 e, 0 AR i ) 2%,
T S ME UL B 3R, 5 R RN R ] % K ( endothelial to
mesenchymal transition, EnMT ) 1 41l jfd 3% 22 ' | 35 45 TF 58 % 99
ROCK il 5 Y-27632 X F 40,45 He . R A S FIA 1 £ J5 4 Bz 44
T F) 5 R B B S SR A R
N EIRGIEE S FE MR B ERFE. NESGE

AN Bl 8948 2 07 R [R] A8 S b 4545 S8 [ P9 B2 AR 5 3t 240
MR AT FA 2243 318 52 005 1 TE LN A T B 32 40 s AR 5 £
2% PA) 2 200 i 1) e O B AT R4 495 S B 40 Bl 4 R & 45 11, 2 4
55 1Az % JEE <500/mm” B 23 % A A1 I P B 2K AR, Hh B K 9 1
F R s Y T S AR BF Y ST, CECs 76 52 B4k 2 L WLAR 58 3
i3 5 & 4 EnMT, F 200 3 TCF-B A 3 4l i T 78 F 4™ Kl
A0, EnMT 4 45 N B 40 i JE 25 R AL A1 43 i ECM 272
ECM A48 A0 586 45 2 8 11T 18, IV 2 g J5E 30 i e A oy T 2 fie Ji
BRI LT 4E A 5 1A 1Y «-SMA RIRIG I 4%

T HIE A 2255 2L T 52 el N B 20 L B8 A7 LA A F 9 B2 i &
s 1 @A A K B 745 EGF PDGF-BB I FGF-2 %, Jth
SN IL-1B F1 ML 45 N B2 4B K T (vascular endothelial growth
factor, VEGF) t {2 #E 4 1z 41 M3 3T % ; IGF- T F0 IGF- 1T % 40 g i
R T W] s, TL-4 25 PR AR 40 i R ST A e ) o
2.3.2 i EnMT 5 Notch {5538 8% 35 81 B 58 3= W IR iR i
J] Notch {7 53l J% 16 47 %4 X 4% EnMT" ' Notch fnﬁx_ﬁ%{%f(
HIG Nk S EaMT A — BB S 2¢ T Ag o 42 . &
ShRE IR NN B A A 1 AR AT A I Jaggedl \JaggedZ\ Notchl |
Notch2 FI Hes1 45 Notch #3563 K 3R ik , 165 ZeACE P b B
% ,Notch #1441 7] DA JL-F 58 4 B Wi TGF-B #5319 EnMT i
92 Notch 3@ ¥ fii T TGF-B {545 T il 9 W #i, TGF-B ¥ T 7E
CECs 1 EnMT Fil £ I J5 2T 4k i ( retrocorneal fibrous membrane,
RCFM) JE B e J 224 F o 00 ] 3k — 308 e mT 350 )7 3 45 Pk
PR 2F 4E b, 78 K S K5 3% N B 40 i 3 7% o, VEGF W] 3% &
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