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[Abstract] Proliferative vitreoretinopathy (PVR) is a fibroproliferative disease that occurs after retinal
detachment or retinal detachment surgery. The main pathological changes involve the migration, epithelial-
mesenchymal transition (EMT), and proliferation of retinal pigment epithelial (RPE) cells. Cell proliferation is an
important part of the PVR pathological mechanism, which is interconnected with migration, EMT, and other
processes, and regulated by a complex signaling network. Understanding the mechanism of RPE cell proliferation in
PVR is of great significance for understanding the complete development process of PVR. The key point of RPE cell
proliferation lies in the regulation of cell cycle. Starting from the cell cycle, this paper sorts out the cytokines that
affect RPE cell proliferation, such as PDGF, VEGF, EGF, FGF. These signaling factors further activate related
pathways, including mitogen-activated protein kinase (MAPK), phosphatidylinositol 3-kinase (PI3K), transforming
growth factor-B (TGF-B), and Wnt pathways. The role of related miRNAs is also summarized. Clarifying the
mechanism of RPE cell proliferation in PVR can facilitate better understanding of the pathogenesis and progression of
PVR, and also provide feasible directions for the study on treatment or prevention of PVR.
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A P g R R ) JIE 5 28 ( proliferative vitreoretinopathy ,
PVR) J& HL 00 I 2 T ARG 205 3 L A 2% W0t B, JHG AR Joit 2 L
PO R4 493 i 8 i 39T P R TR el R, o B A A
TR 0 R P 2 1T 0 38 2B RO B, DA B R A RE ST A T B0 A Bt
BURIBE GG 851 . A8 PVR B 3 ek A8 R, W0 B (0 % B g
(retinal pigment epithelium, RPE) 4l }fd (5 4 = 0> {37 , RPE 41l jfg
8103 5 2 0T 20 i e, S 0 R o o o e 2% T HG A
LR Y B0 )25 40 B B 08 , Ak i R AR iR BB L b B - (R R A% 4k

(epithelial-mesenchymal transition, EMT) | % 3 7 22 3o F 1477
X — e B I P B A A R E T BT R, X S S [ 1 AT
— LS RPE 40, JF (2 9 52 2% 0 05 5 B A6 &, 76 PVR 1095
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Je i AR A B S

4N i JE 0 R S R 2 RPE 40 38 58 10 % 0 R, B i
PVR J& Az 3ok 78 v 200 1 i 39 1) 2 AR HL 2 0% RPE 41 fifd 3% 7 A1
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AL, bW 6E 5 38 B A0 S 0 BOE 2 5 RPE 41 i S8 5 Y
KHEPH R . PVR i RPE 4158 i A S B2 45 B A3 5 00 1 16 57
T S5 X 0 1 S 0D AR R S R AR AR SRR T AN
JEV 30 B 13 44K 81 M B 8 ( cyclin-dependent kinase , CDK) 41 fifd J& 1t
A0 B A RO A R 4 1) 77 ( eyelin-dependent kinase
inhibitor, CDKT) &5 41 ffd J& 1 A% .0 81 455 X 7, I 20 1 52 0 RPE
20 J6 185 7 ) A0 L PR A K PR Y R T BIL R B G 9 4 A A O
5500 0%, 32 B0 45 22 2L OO & B (mitogen-activated
protein kinases, MAPK) {5 5 il % . # g BE JUL B 3-F% i fiff/ Akt
( phosphatidylinositol 3-hydroxykinase/Akt, PI3K/Akt) {5 5 18 # .
{2 1 P F-B ransforming growth factor-B, TGF-B) f 5 1 B
1 Wt {55 38 J ; LM , AR SCIE B85 7384352 I RPE 41 fifd 3% 5
B3/ RNA (microRNA , miRNA) , DU Ol 7 f# RPE 20 fifd 1% 5 75
PVR KRR R P rERRMES %

1 @aFHEZ CDK

AR HME I GL.S. G2 il M 4 A~ B B 4 A,
— B AL TR B IR AR T, A O A 45 W BEAS R 9 CDK
241 A R O TGS A A L A R AR 1 25 T
VLT 52 6 W 914 30 40 B SR 00 8 T — B B, 2 5 40 i R 3 gk
TR R, S — AR R S T
1.1 CDK X} RPE 40 g 3% % i) {2 k4

B B i TC % 1 AF 55 TE 52 CDK A G SE I 78 PVR 3 /8 it
SR 0k, HEOR PVR Y & 2B IR R AR CDK A 56 3 (K 25 fk
ESR A0 MG B . H CDK Al DL gk B (5 5% S, o i 98 4y
RPE 2 i 3 5 . Zhang 45" % B 7 M /AR 5 4R 2R KA T
(platelet derived growth factor, PDGF) i755 1) RPE 4H Jifd 84 5 45 U
IR EFEATAE S — R BN 25 1, Tk MAPK G B 0 )
CDK4 CDK6 Fn4ifift J& #2851 D1 %3k, T # il PDGF 5% 7
) 4H 3% 5, UE B CDK W7 4 4%, FLZ% 45 5 AR T 2 i) PVR (1)
K. Xiao 2 BFGE & B, 418K 1125 < T AL T 3 350 th it 00 5
F ARG RPE 48 i b i 40 i 8 BAZE 1 .CDK [R5, 5 5
G134 . Du 221V Cinar 221 BFST % PR, (6 ok B 0%
22 AN H TCF-B2 5 51 RPE 41 i 34 4 , F 58 o 3 15 41 i
JHHISEEL, TGF-B2 55 1) CDK2/4/6 4t ffl A 84 11 D/EL 7
RPE 4 il rfr 3534 i, P27 Rk, T 5 08 =2 8 3 nf DL 4%
X—WG . VLR SRR L FE 2 MR AER PVR 1
RITEW) .
1.2 200 JE 3 B % RPE 20 i 8 5 i 42 R 46 0

20 o A9 2 S R S 0 S A R B 0 D AR AN A A
WIEA E, 5 CDK W45 & )5 rT sl 4 i JA 1 G1 ke, 7 i
10 R 91 26 B D/E R A0 R S A G ), & Il RPE 41
3B A AT AT 7 . Ye 45U IEWIVE S AE B 2 Al T A 40 i
JAWIEE A E KT T «B K3, LAl RPE 40 i1 3%
FEIFE P T . Yang %1 BF 5T R, 7 J5 R H0 1 A A 02 04
TR R A AR 4 R b pRTh e R, 2 ALY
R VAS2870 #E Pk S Sz 86 Hh T R IR A0 M R I B A D Y &R
3K RPE 20 A8 58 58 , 6 40 8 5 01 450 i 22 G101

2 CDKI x RPE 4§ it 1% 55 19 30 %1 1 B

200 6 5] S0 - 9 B ) A D A T 200 L D S A kX 0 i
AR NG 1E W P VR AL, Hrh & 3% T 2 E AW J2 CDKI, CDKI 7
A JE A s OE S L W R R A M E O E S,
117 BEL 1k 2 i J 98 A TE 8 6 R, (R I 200 i ) 300 AE & A= A R B e
I L AR CDKI F 43 B K5 %, B INK4 (P15, P16,
P18 .P19) il Cip/Kip( P21 .P27 P57) 1'% Hiep P21 B g 5T
i RPE 41 o 4 54 .

2.1 P21 %t RPE 21 s 3% 58 i 410 i1 £

A B A BABE AT BIF 9% F 52, 900 i) P21 2235 v {2 # RPE 44
M358, IR AE S A AL dIE B T P21 WTRZ M PVR 4 & AR A &
JE' . Zhang %' S B, ¥R 2R E A M A K B 49 B RNA HI19
Al LA AT RPE 40 i P53 1 P21 /K 3 M 1 1) 98 4% RPE 40 Jifg
S5, M ENGE T P21 %F RPE 4 ff 38 5 19 400 i) 4 T, & > 7T LA
98 H19 25 A 5 miRNA S5 £ (8 A0 5. /E A1 >k 8 15 RPE /% 44
Jw 38 5 S R . Chien 287 B8 % B, 25 HOBE S 2 (B 2 10 T
SEA A ) W LA R R P21 R P27 Bk W R AR KB
T (epidermal growth factor, EGF) i#5 5 ) ARPE-19 41 ity 3% % .
Zhang % "SSE W], NG RNA A DUSOVE P21 19 2 3K JF 40 1
RPE £ 03454 F1 GO/G1 A3 J& , P21 /N 80IE RNA f IR [ fis 45
B WIAE G B B R s o v BE T 4l 8 L A PVR BEJR A IRAT
UL T AT BEM A 25 7 R
2.2 P53 %t RPE 4i f 3% 78 1) 3 1 76 FH

t CDKN1C K& 5 4 5 1) %% S B 7 P53, 0 4t B o) 0 46 45
5 5 B W R AL J5 AT LA P21, % ML 2 8 4 400 g 446 7 45
T (0 OB PR Y, P53 i S A O B 45 i RO O 0 4R Tz
g8 H AT TS S8R SE CDKNIC 36 A 72 PVR Rij 15 5 1F %
P [ e fE e B3 25 L (H DL PS3 N ER A R £ SE B T 52
P53 (T A ] LI i RPE 48 034 58 F0 PVR 3R o BROBURE R Sk
Kl 2( murine double minute2, MDM2) J& P53 (4 i+, Lig
ALY RLE ST TE PVR G825 3055 (R 4 X 9 B0 W] D)3 ot f
% PI3K/Akt 38 J fff MDM2 35 1% 14 , M i B i P53, MDM2 7£ 3
YR a] Do PVR R &, #0057 nutlin-3 7] DL BH W H
P53 45 £ T 38k S e 900 X 06 8, BBt P R O 7E PVR VAT T i
SRR Ma 28 BGHE T PS3 Gk 19 RPE 41 il 53 4
B, I K P B G BE UL EE 5-#% iR 4-34 B ( phosphatidylinositol
5-phosphate 4-kinases, PISP4K ) o il PISP4KR AJ 4l ] P53 Bkt [
RPE 40 Ji i) #4 %8 , PISP4Ko F1 PISP4KB 7E PVR C 42 & my i
o0 BB 7 o A7 A K B 3R 5K TE B IR AR R 5 10 RPE 2 it 3% 58 452
U R PISPAKo-F1 PISPAKR 7] 4171 1] RPE 20 f 35 58 , 7% f 3¢
T (A ) PISPAK o FiIl PISPAKE 2% 3k Al B 11 3% 3 i 0 5 i 5
m) PVR &4,

2.3 KRS YIS P53 X RPE 40 g 5% 5 A9 42 2644

V2 Al $EE P53 1 K AKX A6 & W) 42 4t if 52 36 i S5 AT L A )
RPE 41 il 3% 58 , #8 7% LL P53 S 88 s JF e PVR F B v 97 A A
TPk PHLLIEmR 2 — R s MR G W, AT 4 P53 7 H b3
it 1 RPE 4 i P AR, JF 5 P53 KR 25 5 P21 Rk, #
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T RPE 200639 3 70 20 76 136 T 6 TGF-B2 5 B I
PDGF 5 1) {5 50 B 3% 2 A0 B 255 T 0] RPE 21 g
) SRR % B R4 A ) RPE
A0 HE Y MAPK (PI3K \TGF-B i #% , 7] A #0% P53 ﬁiﬂ;ﬁﬂﬁfﬂiﬂ’@,
P K A5 50, V6 5 PS3 A P21 ek, SECANI 0

3 PVR fifgi# RPE AfEEMNESEF

PVR &4 2Z ) B4 Bl & T 200 i D)7~ A B, ik 6 200 it 1A - il
i FHE S W R S PVR A& Hd 2, 02 PVR & 9 1
HRBWHSE R, FEZMMEFY T IRRES 2 E 5,
PRt 7] — 20 M0 R 7T RE 5% i 22 4> PVR 95 B3 2, Hvp i i
RPE 20 Jit] 34 58 i3 240 it 5 7 DLAR IR 72 3
3.1 AKHET

T U A T R G S AR Y A0 R AR PVR R R R
YEF, HE MAPK  PI3K {5 5 3 #% )5 7 LI 4% RPE 4fi g i
% EMT 3§ 4S54 A0k B . PDGF-BB EGF it 4T 4E 21 fify 4 4 A
¥ (fibroblast growth factor, FGF) | Ifl. & P ¢ 4k & A T ( vascular
endothelial growth factor, VEGF ) | AT 4l fid 4= K A F ( hepatocyte
growth factor, HGF) S 7 A 41 52 56 Hh B i HiE 55 ol 42 #F RPE 20 iy
BB TE B PR b 2R KK T iy, X 2 2 i R T AN AN AT A
RPE 4}y 3 5, o] 40 ) RPE 20 J i B f1 EMT 720 g
VEGF 247 (g ji 5 i A3 31E B 7 DA A48 B PRy 88 o A B 22 1k
B KB, W H 4 E A 2 BEEE 3 (histone deacetylase 3,
HDAC3) W] LU | EGF 75 S 19 4f Jifg 38 58 A1 i #% , HDAC3 fy3d
FIRTH AL HE RPE 400089 58 % M 5 AKT 3 A1 56
Qin %™ S B Py B F-1 a0 Aok i 40 M S0 9 4R 1 W
(extracellular regulated protein kinases, ERK) . AKT {5 5 il 12
#E RPE 434 58 , ] J 3R -1 £l Z 119 RPE 40 jg 43 Wb, HLAE
PVR G35 119 3 385 1A V30 R 2 4 A B3 A 0 380 K7 T
3.2 TGF

TGF-B @ B 7E PVR KA b R AL A | AR, MG A
FEAE i RPE 41T # EMT 3 #2, #Tﬂf?@?xﬁfh%jﬂj
FE A £ 5 5 B B W) R, 0 T O 4 RPE 40 s s Y. S
450 B 9 % B AE RPE QEEH'E.EF'r&IVT‘ ADP A% JEfL P 74 13B
FIRT] LU B TCF-B1 455 5 1Y 40 M 3G 4 (EMT AL R, £ 5 T
TGF-B i # iy UL

WAN I H — S s A F 2 5 % PVR i1 &£ FL K e,
Chen %" BF 55 % B 11 40 M0 A 3-6 16 AT LA B Ky 18 i 5
RPE 41 il 3 5 , 1% 3 B il 13 Janus /15 5 15 5 5 5% s 34006 N
F 3 O s JAKL/STAT3 5 % [ K 2 5 20 0 J0 30 A DG 1 %
o3 B 22—, JERE 0 (L 7 52 3 F 9 4 D618 . Maallardo 26
R ILARHE 2R W3 ) AdipoRon LA ] 701 57 4 a8t 14 75 =0 2>
ARPE-19 20 s 3458 , $2 75 Jlg B 2% T BE & RPE 40 Jifg iy — Fb 7 i

PRI
4 ESETFHEEXESHEBE RPE 4515 5H i (& 3t E A

4.1 MAPK {Z 2@ % 5 RPE 21 Jfi 45
4.1.1 MAPK {5538 7 PVR " X} RPE 41 fifg 3% 58 11 fig i 1

FI A B MAPK 7 538 B A 82 RPE 20 i 5% 78 152 5 1) J7 16 € 42
NI Zhang %P FE PDGF i T 1) RPE 41 i 38 5 45 50 v 5
E T MAPK {5 %5 il % 9 94 ¥ 15 1, & 81 MAPK % i . ERK
P38MAPK 25 % i 2 11 & & & Ak B % 48 4k, il 1 1 i 4
MAPK i % 7T #0) RPE 24 8 859 5 5 78 3140 5 50 v HE — 440 S 4
il MAPK J % 7T 40 PVR & . Ding % 76 TGF-B1 i/ 1
RPE £ it 3 8 A5 700 o 5 B 2 3 8 1, — BT R 45 & 2k KA 6 0
F/RFR SRR AT IR, A PVR B o i B2 308, w5 m bR 5 nT A
i P38MAPK {3525 4 i ARPE-19 20 it 34 58 , 7 14 P 7] R 155
B MAPK {558 PVR & &,
4.1.2 JIT MAPK {5538 % i RPE 00kl 7 HIES L
FETE T 6 2 A AN h B BT 4T 4k K R R -, He 3 3k T L
TGF-B #l# #) RPE 41 g 1 p38 Fi1 INK (1% B2 1L , 3 410 1 40 fifa
B 0, AR Ok — S L) MAPK i % B A 9 25 9 7€ PVR
TR o A A7 0 4l 570 58 5 40 ) EGFR/MAPK 25 (4 8% B2 1t
U855 EGF % S RPE 40 g4 51 \EMT, 4= 77 £ 0l g 2T B7 PVR
(A 258 L S R G % R MAPK G % i 4 i %
{4, 8 35 JE A S — 1K R S m A ah 5R) L A TGF-B2 75 S 4n
M3 5E , JE % B e vl LU il EGF 5% 1) EGFR/AKT & [ W 1
Ak, T30 ) RPE 40 i 34 58 , s 7] LA B4 30 ) EGF % 59 RPE
R E Y B E xwﬁﬁi%ééiﬁf?%w% MAPK
3 5 16 A 18 0 T LA ) ARPE-19 40 Jfa 3 5, ik — 45 4R A
MAPK E%ﬁﬁﬁ}ﬁﬁ,ﬁﬂﬁféf%fﬂ%%ﬁTﬁfi”“ el
4.2 PI3K f§ 5 5 RPE 41 g% 5
4.2.1 PI3K {5 5l Bk 7 PVR X} RPE 20 it 439 58 1) i 2 F
FI PI3K/AKT/ 3L 3 ) o A 55 2 #0286 A 65 5l % 5 5 40
A S0 e, A g T R AR B S SE L AE PVR B
B R R R O 22 3K  PI3K K PI3Ka 25 7 PVR fy &/
& J& ,PI3KS 7£ RPE 41 ffl i 3 35 /K -t 4 i, HL X 3% 38 14 i
S AKT (LI % RPE i = X mE Y, PBK 552
'?PVR 119 240 054 L E A8 A R A A4 S 5 op 2 BHL T L AR
Pt RPE 4 Ma 3 5, B PVR & 2B B P i 24 T4L 4 4 ol i i
PI3K ji f% {2 31 RPE 41 Jfi 3% 58 . Zhang %' 2 Bl YES i %
[ ( Yes-associated protein, YAP) 7 PVR W R A % & X HHE
94, YAP 2K [ 92 Hippo fi§ 5 38 B /9 T W5 208 9, A A 16
PVR BRI 335 LR, B0 2 RPE 40 fl&F 244k T 6 75 19, YAP 34
?ﬂﬂﬁ? EGFR-PI3K {5 5 1£ %, I 75 ARPE-19 4f Jfl 52 % {2
HET AN A . Song 2 RFGL & B, M2 Mg Ak 5 40 L 43 4 Y
— PO —— 22 B R 3 22 (el 48 R RS LB 2R R VTR B T 1
*ﬁ{@)f PVR j835 B BV N S8 3 1, O 55 2 Fh A= 4 7 1k
FI5E 3 7T 3 33 8 £ PI3K/AKT il B {2 #F RPE 40 Jfg 4% 58 . Hu
3 (01 tf)u VEGF 4511 PI3K/AKT & §& 7] DAAE FMOD ( [a] i 45
S R IR —Fh 4y WA AR ) B R I 0T 32 B W) S A,
T S5 RPE 20 0 388 56 455 5
4.2.2  PI3K {5 %3 #4041 0 %t RPE 41 Jitd 5 55 0 30 ) £ FH
S BAiE PI3K i % () 36 JT 7T 45 4k, BF 58 % X & R K i PI3K/
AKCT 3 3% F 400 40 790 EAT T A SE 9206 . PISK 3 B 2 A JBC3G 1 4
R I Al 52 1A, 3] PI3K AKT 5 B2 Ak i 53 72 , AKT B BR 1L J5 3496
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RN B O FL 3 TR A % R 88 1 (mammalian target of
rapamycin,mTOR) P53 %P F «B 2" 40| PI3K i % h %
HE S Y al il RPE 46 il 3 58, # & T PI3K 3@ & X} PVR h
RPE 41 [ 38 58 1% 70 2008 ok 1 FH . 2B 60 2008 2 7T LU0 AKT 1y
WAL, I HE— 2 1 RPE 20 g 9 5% 55 Al EMT', Idelalisib {5
Jy PI3K® 5% ¢ M40 i 70, ol LLAE TGF-B 5 5 A9 AKT 3 %1
A r S AR 0T MR 4 S S mTOR i 7, 78 7R b 5
3o b CUESE AT A0 RPE 20 3% 5, FLad o 11 R 45 2598 Xt o)
LA ) 9 0 B T mTOR fg 2638 0 Han 2815 % 30— o 780 4
ALE YA R SEEE R, W] LA 3% 55 K5 5 19 ARPE-19 44 Jifg
AR R AR AKT 38 % A9 15 AL A0 P53 B 30 4 R, A3 45 B 1B 3%
B R 3 ARPE-19 41 f 3 58
HERNWAEDHE SIS EW G WTE PVR B A
BT, FE LA UK B B2 A AL R BT EMT R F 58 ik
il PI3K/ AKT 3 5 (4 80 , A RE B8 410 ] RPE 40 M 35 58 , i6 7]
LA TGF-B2 i 1y EMTT
4.2.3 [EWAH MAPK #1 PBK 5 5 @B RARLEGY
PI3K FI MAPK il % ] £7 76 4 5 % G, M BB A — A~ IR 45 ™)
o IR R A B T, — e R AR A AT
B G 2 RS B B LA PVR KB FEZ5 W BF R b B A
BN . B B KSR 25K 4) , Zhang 2% il Chen
58 L L AR ST AT DL ) FGF-2 4% 5% ARPE-19 4 Jiig
W5, HELE RPE 41 Jfg % B80T 45 A T P38MAPK i % Al
PI3K/AKT 38 B , L JE7 4 i 1 0 isF (6] 44 o1 4tk o7 40 D 45 o5 76
G2/M 9% S 41 M U8 T Ozal 27"V BF 5% % PR ¥ 18 25 0
F L300 B T 7 EGF 5 2 () PVR K % o 4 ) P3SMAPK I
PI3K/AKT jifi %, |38 P21/P27 DL K T & CDK2 ik, M1y BH #ff
AUMIERE . TH I, HE— A5 A S W R R oh B IE X 4 K AR Ak A 2
TR PVR 3 R T AT I B 58 5 16 .
4.3 TGF-B {55358 %5 RPE 41 M4 58
4.3.1 TGF-B {525 7E PVR X RPE 2 Jfi 3 5 i) {2 o
F - TGF-B il % % 15 % Fh A W) J2 B, 60 45 40 MO 34 4 . 4> 1k L iF
% AL A LSS, TGF-B 38 % I T I (5 S5 R 2 h
24t Smad FIE Smad 4R B, AE Smad 4 8 B 5 1 1k
Z MAPK \PI3K %55 53 B0 i i 24 1915 5 gme e o™ B
FEWFSEIESE TGF-B 3 2 PVR 40 i 3T B (EMT | £F 4 1k fif 56 4
O B, A2 I U SN R L T R R A
TGF-B 38 B Xt RPE 20 g 33 7 [7) A% A f2 k45 1077 . Yang
4 UK BEAE 40 7% RNA MALATI 76 TGF-B1 i ) RPE 4
WL 5t rp ek 0, S TGF-B1 {5 5 2% 1 7 B2 it I
,UTER MALATI 0] 40 ] RPE 40 g 3% 56 . Wu 20 #F 58 & 3L
Smad2/3 {55 3 B B 80 J5 7T fih & TSPANA (GE R b i ) %
KRR AR (—Fi th ZE 3830 EVS) JE AL, W] LLELTE RPE 400, 5%
iz PVR M RAF 540 F 2132 /R 40 , 42 32F RPE 20 M 3% 7
4.3.2 TGF-B {7 5 3 B4 50 b RPE 40 i 5% 58 i 10 0 7
— S oAy 5 M B R A PVR B AR . SRR B RE
T - K R BRI g B e E R & Cai S YRR SY BOR M
JIKTT A TGF-B1 5 % 19 ARPE-19 21 i 5% 58 71 RPE 48 i1 11y

AKT B AL, AT B2 il it 2 Wk Z 1k 5 TGF-B Z ik Z B & 1
MEAE LI . TCF-B 531y RPE 4il ffd % 5 38 7T 4% — 26K
RALE P, SRR X b & 7E PVR b B N M B &
B R R R IEE TR EY b5 Ll TGF-82 5 %
ff) RPE 41 5 7 . R AR £ Wy 2% B W Ak & W 2 (BN
L1 0) Triphala K 3% P 845 7T A &0 & TGF-B1 5 3 1Y
RPE 2 a3 58 , 77 32 3018 h i A2 10T 259" o ol Bt 5t
VR KIESRICY AT LI 6] TGF-B2 %) RPE 4il i 19 75 S 4E 1,
35 20 M 48 5 R EMT 455 A2, HOHL I AT 68 5 41l i PISK/AKT 5
BA R
4.4 W {553 P 5 RPE 4 g 3 58

Zo it Wnt {5558 0 — 2 B-EREH. W 55
I X RPE 40 i 9 78 0 ke 20 02 3678 HL, BBV AR T 5 1
A5 5 30 AR T AR T, 0 40 B R A A s R AR . S
Wnt {5 5 £ 50 7£ EGF \[FGF-2 ¥ 5 T #1% I {2 ¥t ARPE-19 40
P 58, WE AR SE T B-7% AR (1 15 5 % £ RPE 4 fitd 32 45t
IJa 3h 25 4 1k B g NE 2R W] DUJR B 4 i S M & B DI %
k1% DKKT 2 Wt 3803, 9% DKK1 3% 35 7] 3l 33 90 ) Wnt/
B-Catenin i@ J& i ] ARPE-19 41 st 5" . Ma 27 BF 5% & 8
m6A RNA &4 ity £ %2 BR ¥ # filf METTL3 7E A\ PVR JE 3Rk
R T E # KCOF, S SE 30 i e 3k METTL3 W] 355 ARPE-19 41
Ji 45 i 7E GO/ G 1 3 348 1 00 o) 4 e 348 %, 3 92 30 b o SR i
Xf PVR HE R 1 48 22 4 F , #E30 H 0T 5838 i Wt/ B-Catenin 38
REEAER

5 PVR d1iF3 RPE 4 if13& 58 B miRNA

miRNA & 32 B 58 (0 4F 4 5 RNA, iy T 5 H A7 9 U M5
SE AR AR FTIZ I A LA S A S T S 1 T
MR AT MRS . miRNA 2 5 PVR o2, AT $0 i 40
JE 1M G K 11 DA T 5 W 400 6 B 0 L 7 22 miRNA E B & BT
4 RPE 45, s L 2/ 2 5 PVR W kA i o B 52 3%
RPE 411 fifg 3 58 HL I #9 56 4 . 75 TGF-B2 i% 5§ f9 RPE 41 jf i,
miRNA-21 3k 8 F F i, miRNA-21 43 8% & I AE PVR 3% 55 14
W T 23K, R AR 10 miRNA-21 W] LB 3% F i RPE 40 )
s fig 1Y . Jiang 47 % B miRNA-302d-3p A H i R
P21 At HE RPE 20 ffa 384 60 A1 20 0 J) 399 306 A8, 2 e-Jun 5% 5% R 1
i) F W T

4> miRNA F 5 AT 904 RPE 40 8% , 45 4 miRNA 1)
B Sk A IR PVR IGYT AT AT J7 16, Hou 25 '™ B9 &
B, miRNA-34a |- AT 40 ] ARPE-19 2 i 3% 58 , H AL %) 7T A2
A G 2R 1 I 7 1R KR B 2 — LGR4 B K3k, 15 5 4
it =1 78 J5 b B2 5% 4k 1§ (c-Met) (CDK2/4/6  P-CDC2 %K [1 %
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