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Abstract

e Proliferative vitreoretinopathy ( PVR) is a common
complication of perforation injury and surgery for
rhegmatogenous retinal detachment. The pathogenesis of
this disease is still unclear. However, studies have shown
that retina pigment epithelium (RPE) cells have the ability
to secrete cytokines, and many growth factors are
overexpressed in vitreous or subretinal fluid in PVR
patients. These growth factors and their receptors play an
important role in the occurrence and development of PVR.
When the blood - retinal barrier is broken, the
physiological balance of growth factors disappears, and
RPE cells are stimulated by growth factors to undergo
epithelial - mesenchymal transformation ( EMT ),
migration and proliferation, this leads to the formation of
the preretinal membrane, which pulls on the retina and
causes retinal detachment. In recent years, scholars have
done a lot of researches on the signaling pathways, EMT
process and cell proliferation involved in the formation of
PVR with growth factors. This article will summarize the
function of growth factors involved in the formation of
PVR and the therapeutic effects of antagonistic growth
factors in the development of PVR.
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VAR S A W5 0 RPE 40 il B A 1B 43 6 40 Jif 18 1
WIRE ST 2K 7 PVR R 35 10 B 35 (A 1% 2 00 ) i
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¥ BETHAANMANE R IE R . fE LR E R T R
A SRR UL, B UEIA R i e A K R F 1 57 % R A 9K 3l PVR,
T e 2 O I S 1 I B % LR R st |
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2.1 PDGF 2 PVR X £ % BHIALE AR SN B A0 I fi
Z4FLIE I PN i — 00 o B A 3R, PDG ML/ o 50
BRIk s shot s L 2R ie &2 A S 2 1 L
Y05 P R 40 o 44 5 0 I AE B TR RS A T
RPE ZHii#E PDGF (338 T 1] s 2T 24 200 Jif A1 LA 2T 4 40
MG LRI &2 EMT o272, 5540 )5 B9 RPE i B o7 43305 40 g
AN TR A35 388 B ) AN T BT 2 B B S o ST LL
BN (a—SMA) /™ S 41 i 4L I i o0 A W 41 | e 8 48
B RS A A4 5 | kS A PPk A A B E B5 , PHIE PDGF & H:
SR HY A2 ( PDGFR ) /2 #F PVR 34 4F IR 4 % 4F & R L K
338 B RS ACAR T | A A ) 5
2.2 PVR &% th PDGF/PDGFR Hy kit & Cui
&= Robbins 281 JF 57 PVR ¥ 4 € v PDGF A
PDGFR 3235 7K -3 I 234 % B PDGF #l PDGFR A] L)
it RPE FI 22 e AN A 4 1 , Bt J5 B A 5% 2 B PVR &R
H ISR K i b PDGF (K FWR BT, s
SEG K B, Xt B 41 B B K A T 4G 2 PDGF, 1 7 A5 A
B IR O£ 3 PDGF, i H 2 PDGF-C Ayt ik,
AN PDGFR-a W] fih & PVR JE R A e A2 B8 | i PDGF-C
AT LAMOE PDGFR-a Al PDGFR—aB, B PDGF-C 2 Hi5Z
& PDGFR-a #IA NFE PVR FOTE Wl 2 25 3 o 8 2 14
JHU D WG R B, BIE PDGF 76 PVR Y39 4= 138 %
ik, {H PDGFR-a /58K A T PVR Wi 4 10 386 5 I () i 4 iz
S FESh R R B PDGFR H: I 4 3h i oA B
1) PVR % B J1, 1 i 6 35 PDGFR 2 K, KK B hn T
PVR Ay & W11 I PVR 89 & 4= FE B T PDGF
ZRAIE LR B TS 2 PDGF vk " . PEGFR-« 1
Al EGF . FGF i 5 % Fl HGF 4£9E PDGF 4 T4 1% , 3
PDGF &5 fE [ 42 4005 PDGFR—o & Hifth 2k K T fig
HEPVR KAk BN i 5 )5 8" PDGFR i i 41 %%
B R ARSR B 1E PDGFR—o HY (B4 38005 | 1 — SRR H 4
PDGF #47% , #ii% PDGFR-a''™ |
2.3 5L PDGF &% AG1295 J&4¢ PR PDGF 22 /KK &
T T Tt SEL BT 79, F 9% & B, AG 1295 3 B 3 5 326 3% 4 24l
PDGF-B 5214 11 i 22 R P B 1 Ak B2 - e i 5 515 5
T BHIKT PVR B9 & ', IF H G B i g i d R ey

72

BT A AL X B AE PVR (9 B, — B 88 5 I8 i,
AG1295 JEAEREPL LA ¥ . 5 AG1295 R[Fl, AG1296
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3 PVR 5 VEGF

3.1 VEGF i PVR X £ X BHIHHE 4 PVR LA,
AR PN 41 B 3 A e 356 3 B558T A 18 8 B B v VEGF 2%
EEAEH, VEGF 5 HZ K ( VEGFR) 254 51 RPE 41 i
Ejph 2 e T A B RS AT, ar AN A VR R A
B Se8 b & I, PDGFR-a /& 530 PVR & 4E By B34
%, T VEGF 7 [A] 42 % 1% PDGFR - o & #2742 T B4 .,
VEGF ] LA 3455 PDGFR-a, 1M1 35 4+ P BH T PDGF 4
WSS A M S PDGE A3 19 52 R T 00, 384 fin s A8 1)
e TR PDGFR - £ 21 il 3 1 77 B4 sl [ ZiE 4 | 434
fin 7 3AE PDGFs #3% PDGFR-a AYHL 2T, 1% — 3 F2 23 {8
EGF FGF IGF-1 I A B Z KL & A 5 T liE(s 5 18 %
A R LA $E 0% PDGEFR, AT S5 RPE 25 £ Fh
AERBEAE  SR R B BEEE AR N TPS3 B 11 A i I
NFEN S PVR & A BT @i 19, TPS3 2 h 1Y Bl LARRAR
YRR TN A I A A R S R
1% PDGFR—o 440 I8 TP53 /b FFEAH I, i VEGF [H]
WS ) PDGFR-o 120 A b TPS3 1 /K 201 R R, in
BT PVR &R, BT VEGF n LA o % &
VEGFR 40 i /9 3% 1, N Ik, VEGF £~ 5 /4 [8) 432 #0756
PDGFR-ai& 2 A] RE AN 2 VEGF 23 PVR & & 1y Mk — &
2, WFE & B, it VEGF &8tk 42, Bl X} VEGFR 1934
1%, %) PVR & BBy simk AR /)N, BV K 2% VEGF 18 i 4 3
PDGFR-a MM AN j&& VEGFR, 2R i #F 3 35 44 P4 40 A 3% 20 1)
Z%ﬁz[lsj .

3.2 PVR & VEGF/VEGFR Hi&kiki&% PVR B
AR DI VEGE 5 s AN vy i HL5 & e A b ) R 1
BYIAE, 7E PVR HR 3 Y A I i8S 2% i s 9 v & B
VEGFR BIFFAE "™ W98 R VEGF-A 7E PVR 4
MR ek JF B &AM VEGF-A A LI PVR B35
GBS AR B A PG L Ni SRS & B PVR B E I
T MBI VEGF K48 3 AT .

3.3#1 VEGF i&¥7 FHER P —Fh VEGF H ik,
Al LIAEI A~ VEGEF A, A58 & B0, FF 0P IR A5 i 1
SHERER YT AT DL PR AR B R Y VEGF & i, L RB it —
A 0d 0 [ 00 PDGFR A 42 38 i PDGFR B 1 4% 1%
1, LB PDGF 095 & , 76 - AR 2 X PVR 1)
IR BEAN PG 2 — R — 10T VEGF Rl &
F, AT DABEAR VEGE V& B2 100 il 9o 38 1 10 A8 A g, 76 4F 3% 4
S B BEAR P AT T S T — e R R BT R B,
TEATIE AR ARG T PVR I, B FH e A 76 3w LA
FEARAR G 52 &R B HIVE % FIPT VEGF 259l 78 £
T g A5 700 o 22 4 AT B L AR B G IR 4 52 PVR R
BEIERE  3PT VEGF 2595 , 9046 T VEGF fie 1 41 A 134
B R A 1L A G S e, A0 T R T 4% 2 4 i HE 1)
BEAEBI A KA PVR E—F 24N T2 50E
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F= 110 15 A P 1 B AR I S A, R e 7 BT VEGE 254 5
AREA R BEARBE RS (R I N TGF-B A MR, K2 i v it il
O W AT DA% RS N ST VEGF 254 DL L
TGF— 11l 77 AR A M5 e 3 5 % s 4 O 440 e 181 1 1) 25
Fip i RPE 4 EMT of 2,

4 PVR 5 TGF-B

4.1 TGF-B R PVR XX BHIME 16 PVR RIR P,
RPE 401 % A 3658 T4 & EMT, 76 i id #E H RPE 4 it %
W Js 25 b Rz 20 1 2 RURRAE | T 4R 45 18] 75 B 40 B 25, X
Mid R PVR KB L, BFR K, FE55 97 19 ARPE -
19 HfHINA TGF-B2, 4T 5578 AR TE , R BRI 72
FANMIE A, I ELE TGF—B2 e 3 it 185 0 8 245 e 225 B i 8
U5 AR G148 PVR #E S RPE 4 TGF-B
VSR EMT A 567 8R4 . (1) TGF-B2 {E ik
N-Cadherin 7> F 35 B %5 FIe—Fh Ca™ R 1) 40
MEEE M A W FARKEE SRR s R R
B ECEBVE, B2 S5 B0 M (B Ao Zh R, B oT %
B — o M R BBl N TGF-R2 LAF SR 19 77 15 5 N-
Cadherin %5 [1 5% mRNA 2635 B (2) TGF-B2 5
AR TL IR (47 (HSP47) A P R VE A2 2 EMT 3 2 19 &
A, HSP47 IR AR E o AR A A Bl
TFANMAN L ) BAL, WFITIESS  HSP4T 263k i3 4 it
T TGF-B2 /519 ARPE—-19 Zii il EMT 3 72 L4 K 40 fitg b
LA 2 PRI TR P S R ( PRMD) BB Y
(3)TGF-B2 i i #8757 miRNA A7 5K P 4% EMT o 72,
miRNAs TEGNAL 4 51k Y55 AR IR I8 T~ 46 Jr 1H & ¥4 8 22
YE . TETGF-B24 G 1 EMT s # b #E 4 E 4E 4 304 4>
miRNA &4 T 7284k, oA 119 4~ B, 185 A~ F i, X #iw
miRNA F[fiE5 RPE 400 b () EMT #1356, Hoh miRNA-
29b By L F T 80% ) Cao ¥ MELUFSE , TGF-B2 A
AT AZE RPE 20 iP5 S EMT, 1 H % miRNA-29b ()3
IR EA W VE R, ZEAR MR BE (0 ~ Spe/L) TGF-B2 75 T i
miRNA-29b % & I, H 3% 8 ) B (a) 4806 14 , 7F e Wk B
TGF-B2 % S miRNA-29b & & ™ (4) TGF-B2
WAL ] Na™—K*—ATP fif§ 81 MV 3 () 2% 35 >k % RPE 41
MO EMT FILF4ifbid 7, TCF-B2 15 5% )5 , K ik S
EMT &t B A Uibn i Wt 3Rk, in4F i 8, a—SMA k)
RIS E A LR 4, i g1 SRR, B1 W FE 3k 1 g >
Al REAT BY T 10) 72 R 4N I T A5 1 EMT A= 9047 59 195 5
X Na" =K' -ATP [ g1 W H A 5= v GE /& RPE 41 /g
T TGF-B2 /5 EMT Wi . (5) TGF-B1 i it
BOR AL A KN 7 BTG IR 1 ( TAKD) 7845 PVR i
T2, TAK1 A 22457 34 IR 3500 5 (A ( MAP) 350 52 % i —
7,257 TGF-B 15 54 F A LB & 4% TAKL J&—Fh
2 B IR/ PR IR , 9 TGF-R1 T BT | Bl 5 8% Hodth
MAP B4, 0 p38 20 | BF 5% & B30 9 TAKT i ]
PL# AR T Smad7 (92635 K 9895 TGF-B 5% A9 Smad
ZEOEST | GO 9 TAKT AR LAY TGF-B1 1Y
A LAY 0 I8 AT , i EL R LAY R B () Smad2/3 BT
Zi L Ard , TGF-B 5 TAK1 Z [BIJ& A0 B4R H B, 5 1B %,
R EhRMEE PVR #5822 Y ) Br T ek RPE 41/
L B Rl B A B2 TGF - i T LU 2 4 g 40 35 J5T 1)
B, T A S ) AT B R0 J5 A 4, LR A/ LA 8 A 1) i
Fsshh BRI T AT 2R,

42 PVR 2& 7P TGF-B MIRAEE TEIGIKEHE LK

SRR B IA N TGF-B2 By ik /K5 PVR 9™
AR R IEA X, Hoerster 2 48 1776 PVR Ay S Al
o B K FTBE 38 K Y TGF-B1 Al TGF - B2 ik K FEFF
Fio 34, Kon 251 W 22 5] A 2 3% 85 /K PVR A 5 op
TGF-B2 W T+, TGF-B Bk M AE PVR BEIE B Al 4
FR S EXREEMIEM, 1AL, Dvashi 45 KB TCGF-B1
Wi TAKL [ #4005 76 RPE i EMT Hil e, T
PVR 1 TGF-B AU ¥ 3k LA B TGF-B il 577 01 By £F 4
A B %%, BRGNS TGF-B FTRE S PVR (0 & A
K IR TGF-B 1R A e AR T PVR 3697, H
B IR T A R B R DS BB AE

4.3 51 TGF-B 49F Rojas %' #8% Smad7 5 PVR Bk
JEA & BN MR IRIT PVR W # AR, TGF - 41 il )
Smad7 AY_LEIERT 06 RPE 40 M9 (%) £F 44k i 72, nik AE Je i
Tt PHIEr A 2& PRE 40 8 ARPE-19 7 Smads F 4% 5 {57 1M
T TCF-B1 B S 4E4L'™  Cinar 25 &3 4K DA
BOMAT 8 o I8 TGF-B2 175 5 i §% 5% [ Twist , Snail F1
ZEB1 ByZeik , W] 3% TCF-B2 304 LT, JF vl @
1o VA 40 i B A R T, Rl TGF-B2 % 51 RPE
AR IE5E , AT A RPE 40 938 55 A1 EMT #EF2 , Fuchs
220 Z Rk miRNAs Al 4 TGF-B2 55 i, Hih
miR-302d Fl miR-93 7] LA# il TGF-B % T 1Y ARPE-19
0 EMT %% 78l VEGFA BY43- , miRNA -29b [F] #£ 7] g
BRI RIAYT PVR B 4™ FEKA, TGF-B2 {2 i#
EMT SR B EUEE 11 A0 7= A2 R0 40 B A0 21 4k Ak, 2% 0 R
WS PT TCF-B I+ EAG M7 BT eF difb ik, Rk, 2% 0 2
F R BEVE P LF dEfb 390, vl BE 2 M il th TGF-B2 55 1Y
RPE 1 44k (A Rt e 258

5 PVR 5 EGF

5.1 EGF {2 PVR X EWHH EGF j&2—Fh 53
AN KL R 5k A T AR R EE I 2 K, Lz ik
(EGFR) J&—F )1z /i T AN R4 4L U240 i JiE 1 %) 2 1)
REBEEE A, 8 T2 IR M Z IR, EGF 5 EGFR 456 )5,
1AL — R HV A=A SR, A2 FE HE 40 i 4 DNA & &% A 225>
%4 Chen 251 % B, EGF i i W5 2 1k EGFR I [ A%
EGFR 7K 342 i ARPE-19 20 Ml i) 3% 1 FI35 58 PVR ¥:
S ERE T ) A8 A I 8 PT o B AIK EGFR {5 5 38 5 5%
RPE 40175 71, ix 262 1 B /R EGF %5 /) EGFR {5 538
BETTRETE PVR B0 h A ZAE N, LAh, EGF 88k &
PRI 1 PO R S R S A AR A S S R
FIRFNIFE T I e - 8] 78 0 e A ke 4R AR AR 45 3% 19 RPE 41
e A S I A A

52 PVR £ EGF/EGFR Ik E#8 % W kXM,
PVR fE 5 Bl 38 A s I I S Y EGF 1 kPR TR 1 3%
kg R TR ) EGFR 78 PVR B A &5 ik 48
7~ EGF/EGFR W fiE2 5 T PVR 5 & IE AL

5.3 1 EGF i&9F EGF #) {2 T EMT MARSME A Y £
37 b, Ren Z W ¥E G RPE 4R S5 B b i A 2 8 £
T, &2 R T8 RPE i b EGF A3k, JF BoR Hi A
[0 D) B A5 0 56 2R, 76 Sl S5 vh & 3, 55 0 BRZH AR
Bl , 22 8 R 20 Y 3 A TR o TR A, 4 7 S TR, PVR A8 A
D0 I 15 e A R ARG, DR ST IA R, 22 B e T
EGF # RPE 41 i 58 , NIt A S0 6l PVR 98 45 Fne
JRHY A, Yang 5510 % B, 46 22 2838 5 3005 AKT/mTOR
RN E T EGF 75 569 ARPE - 19 41 Jifd (1) 384 5 #1355
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T &R, (e AEFRE 1 p38 MAPK A& PI3K/AKT i 41
il EGF /519 RPE 40 EMT #E20!
6 PVR SHfth&EKEF

FGF J2&— i {2 1 A K 240 10 300 A% 11 4 UL 48 1 8 5 F)
20 PR T, BEAS A2 T LA AR I, A8 S 400 T 1 TN R 20
HEWERE ™ W5 & 9L, 16 S5 R ME RSNG4 PVR o bFGF (1
FEEE TR AL, HHOKF 52 R S IEA G, £E4h
Ditk PVR 1 bFGF #9215 & &R T I & Pk PVR, R
FERXT S R O B, E RS AMII IS T R B
AR o AT SAE S R ) RS B A | I 0 D 4 e
20 M 14 3R 3K 15 | RS B ST 4 240 M PR 3% Ak 3 1 2 £l A O
AR ¥R EE G FE L, H L PRE 20 MO #% 3G 58, 7 AR B
R, Lumi 555 R IUAE PVR B MK FCF2 1T IR
B B 22 AT TIA O B AT 4 4R SR AR Y
MWk 240 Jf 38 o 72 A2 B FGF2 A S 27 44k, FGF2 {2 ¥E T RPE
ZHAEAYIGTE A EMT BERE

L84 HAUVE R AT (CTGF) Xt A 4 2 i AT 4 Ak K
A 2253 24 Y LIS K B S [R) B 4 i 26 Y, CTGF 38
HATfe 20 o 35 58 G B Koy A SR AR T, W58 % B, CTGF
ATAEIE 1 PI3K/AKT {5538 # 2 3k PVR H EMT i 2 Al
ECM 14 > . Daftarian 45> & ¥ CTGF 1 RPE 41 ifs
FERL, AT AR S P A B, BREPR N TS CTGF At
PRSEL PVR B0 58 58 5L B8 52 It 2T 248 70 LI 2T 24 240 i
WRE I, N B CTGE il il i e PVR Y T8 ER T
LiLY=u
TRESRE

£ LA, PVR B9 S HL A% 2 2% ELAARBIL A TS A
T4y, 2R E K FAE PVR &4 SOk g bk
HAEHEENMEM, PVR MBS RE C S Bds 17—t
J& (R PVR BOIGYT 5 BB T3 /2 I PR L B MERSL, T AR5 )7
AT5J2 H AT ME — A7 ARG 97 7 ik TR AT LU £ BR 4 A 10
PRM , {ELZ AN BE 40 1 40 i 384 5, 5 BUR YT 5 i B R R,
W PVR BT AL AT i A7 2 ) 2 AR 7 AT AR 1f
ff PR )8, AR SGE ST PVR &4 % R b i A K I &
TP K TIRYT PVR BIFEJRIEAT L858 LI PVR Y
KR K367 5 T 4 R R
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