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Abstract

e Proliferative vitreoretinopathy ( PVR)
complication that occurs in the natural

is a serious
history of

rhegmatogenous retinal detachment (RRD) or after retinal
detachment surgery, often resulting in vision loss.
Currently, there has no effective treatment. The
pathological characteristics of PVR are the excessive
inflammatory response and abnormal proliferation of
various cells under the action of cytokines, which
eventually form a layer of proliferative membrane around
the retinal surface, and further lead to traction retinal
detachment (TRD). In-depth studies on the pathogenesis
of PVR will help to find promising molecular targets for its
treatment. Recent studies have found that vascular
endothelial growth factor ( VEGF) and the epithelial -
mesenchymal transition ( EMT ) of retinal pigment
epithelium ( RPE) cells play an important role in the
pathogenesis of PVR. This article summarizes the roles of
VEGF and RPE cell EMT in the pathogenesis of PVR and the
interaction mechanism between them, with the aim to
provide new ideas for the treatment and clinical research
of PVR.
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3 A VEBR S AL IR A2 (proliferative vitroretinopathy
PVR) J& 7 FL ¥ 1 #00 R J5E i B8 ( rhegmatogenous  retinal
detachment ,RRD) F SR RE A0 58 42 57 TR S ™ B HR Bk
HMIIIE , H T B AR P R 0 B SR T Iz ) 4T 4R A LA K
JESc s | eI LA AL IO JE 5 8, T I A4 A Y
B . PVR ™ E R R FH I REAY KR DL T AR
JriE .

HI T B Z ARG T 259, BB A VIR R H RT3 /210
ST PVR M EB 5 i, BARBEAE SO IR BR T ARHAR A W
HEL AR5 LR ISR S AR o, (H T ARATI IR AR DR 1
VIBRANSE 4 HETE B B A IR I SE R AR S &
it SN LA S PVR &2 K 56 () L 5 2838 T AR R I, 1R AT
A 5% ~10% 1) 85 ARG 2 PR E PR X PVR
AL R A AR 1 ) B RO s B () B A B T
TSI EIETT PVR BIZ59)

REAET 5T 2R, 1048 N B A4 9§~ (vascular endothelial
growth factor, VEGF ) J # % JlE £8, & I+ {7 (‘retinal pigment
epithelium, RPE ) 4l ifd i I FZ - [1] 58 it 5% 1k (epithelial —
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mesenchymal transition, EMT) 7 H v % 4% 8 2 /E P, A 3C
W5t VEGF K& EMT 7£ PVR A5 L i) 4 ) K — 35 g Bk
R RIEATHER , IR R PVR B9IRTT 258 L L
1 PVR & &l

FERAE RRD B 90 IS L 1 1 B A RPE 200 A4 1%
YRS AR, 3G A 0 40 M K I 7R A 0 Aa I Ak
(extracellular matrix , ECM ) ZH {34 A= B 2 0 Do A 1 -
FRAR L e %5 W A T RIS 5 114 TR B ) 3 i 5 B I
BRI o s BRATL 75 1T, PVR A48 1 i il 1 | R AE
99 20 B 0 T3 4 M S A 1 B AR R A B T By
B M NHLUE A5, PVR 1Y & i FE AL 4G RPE 41
I % G2 T A L ) 200 LS R T R 00 L ) 4 B G B IR
TEFE SR AR AN B S5 A U ORI 0 JE - T i [ o
NI S DL EAE BT PVR B AL RE AR
PN R R e

ELZEN], PVR J&—1> 118 2 20 i S 4t it DY~ S m]
FHRSE R, W A = 246 RPE 4 A 400 19 R e ot &4
MIFNRET e dn e s . AN 7 2 HE TP R (interferon—
v, IFN=v) .40 2 -1 (interleukin—1, IL-1) FI 20l £
Z -8 (interleukin—8, IL-8) %5 & 4E K F & VEGF . Ifil /N fi7
H I (platelet —derived growth factor, PDGF) 4% {bA4: &
F—B (transforming growth factor beta, TGF-B) 4545k 2 44
K F ( connective tissue growth factor, CTGF ) % A= &
T XA AT RS S EMT AT ECM £
B S5 PVR &L, Hd VEGF J& RPE 4/ EMT #
INHRBEZOER T,
2 VEGF 7 PVR &= aI1E R KA
2.1 VEGF REFE(EM VEGF J&—Fhli 4 i iz 4n i s
RS MR 223 28+, Tz A T AR sh i e i 5
FIRSEZ AL Zh, VEGF TEMR N RPE 200 | 145 P 1 40
JiL Miiller 28R 0 bl 22 5 40 S5 24 m] 35K VEGF %K
%t 4E VEGF-A \VEGF-B \VEGF-C VEGF-D VEGF-E &
a3 4 K7 ( placental growth factor, PLGF) , &4 &iA
4, VEGF =3 258 12 38 0 il A5 380 525 P A75 A8 2B A8 R )i
Z: 550 W B B BEL 2 ( retinal vein occlusion, RVO) 777 JL
AL B AE (retinopathy of prematurity , ROP ) FI4E#3AH &P
TEPEAR P ( age—related macular degeneration, ARMD) A
A FA TR Y A Rk ™
22 VEGF 25 PVR MK £ AR LI, BR AL IN
I 6 41, VEGF i 25 PVR 1y &4 ik &, H5 PVR
FEEE AL L IEASED ) Ricker ZE° K T RRD f8 HR AL K
RV VEGF &, RIUE PVR B9 IR A FE PVR A RIER
(9 2~3 %, Ni ZE 7RG T 24 4 PVR SRR B B B 1A [ RE
HESET VEGF Rik/K P44,
2.2.1 VEGF i#id{8 ¥ RPE ¢Afatd £ 0T m{Ei## PVR
VEGF i i 5 A 57 1 32 14 (VEGF receptor, VEGFR) & /=
ek R R ) 856 5 T B R AR R A L EEAE
VEGFR %4045 1> 1% 2 IR I B 52 4%, BV fle—1 Fiflk-1/
KDR, RPE #HMIBiiE 55 A 7] i 2 3K 5 W5 0 A2 1, PRI ik vl 7
VEGF 55 N &A1 E ST RS, IS8 PVR 19 & AR S0
P
2.2.2 VEGF i#if PDGF {5 S@{2i# PVRIEE KH
PAERIAN, VEGF %23 it PDGF 5 53 B 8] 3 42 F PVR
k4, VEGF 55 PDGF J& 85 YIAH & M R 15 515 = 1
B A 8 A2 BRI B[R T3 . PDGF K5t 4G

970

PDGF-A PDGF-B .PDGF-C Hil PDGF-D PUA~a 5, 3@ it —
BRI B FIVR B 7 U8 — K, PDGF 2K ( PDGF receptor,
PDGFR) HA = R 5% , 1246 PDGFR-a Fl PDGFR-B P
AW A PDGFR-« B T AT LA#E PDGF B 43015, T LA
WiAE PDGF R (Wi A £F 2 4 i AF 1 R 7 P4 i 2k
KT B BRI -1 55) R0 .

W KB, PVR IR N PDGF Kig 31k, H 5 PVR ™
FREERIEME " AR I PDGFR-oa # PDGF-C
WG ke R AR, HE— 2 0SB IR R UL B 3
(P13K) /22 AR -7 R IR M (Ake) 38 % S H TS =
I A RN A FNAE RS . B JS PDGFR —o 8 PR 9 7E
AR, LS 0915 S i BE D 2k /6 . 3 PDGF
A5 PDGFR-a Z5 4 )5 , i i A1 125 41 PN 17 4 480 ( ROS)
Az BTG Sre—ZR % 1 2 BRI ( SFK) |, R 4223800 H T i
WS HETE AL T WAY BOSURUA KL 2 ( murine double
minute 2, Mdm2) 25 [, # #] p53 J& FH 19 2 &, M AE i
PVR AN AYAE TG A s . VEGF 25 PVR 1AL
F AR Tl 35 P4 BT PDGF 5 PDGFR-a 454, FHIE
PDGFR-ao f) B4k, 4 K PDGFR—o 7F 2 fifd 2% 1 77 78 it
6], M3 4k PDGF K F{2 it RPE 41l ig 77 1% 134 78 /)
ERY
3 EMT 7 PVR % & 9 1E A B ALl

EMT j2&45 I B A — 2 550 T 2k LI b e 27,
AL M B TR R R A, EMT Al AR iR &
B B A D A e M A F RS S AT
Ak, FEFEFERLEL PVR 25905 AR Fat AR

RPE 412 PVR & 4E KB i BN 2, 7E
&4 RRD B}, RPE Zid 5 Bruch 4325, I 1 40 9 i 24
LB E AR b TR B, i T ol — 00 0 5 5 s A 1
N BB R AN R T S R R RE n, iXERER f E
AR LM RPE 41105 3 EMT
3.1 EMT # RPE 45 RIS T, RPE
2T it — e AR (1) < G P A7 B b R AN E A, A0 P
AR B Z R, A0 2 TR S R AR R LR
B VYRR A MIIGE . 78 EMT i rh  RPE 4l 4
M5 /Nt 8 H -1 (zonula occludens—1,Z0-1) . E-£5%4 1K
F1 ( E—cadherin, E—cad) k> a—F I PILsIE H (o-
smooth muscle actin, a—SMA) G HEH K4 HEEN
SEIRIEIN, BT a-SMA J& 20 i A% 47 Al 4 T fiE Y ik
filh, HER AR B A & EMT (56 hr & k4
EMT fO 40 A5 4 s 20 20 M b Pk 25 0 308 5 FN AT A% E ) 388
i, B A oAk S ELAT WO BE T A BT 24 AT i R JL R 2T ¢
Y, I ARG S R B ATRE ST LA T ) R o i oK R
ECM ffig J1, il 53k PVR B9 & A FR R |
3225 EMTHWAMEFRESERE ZMAET &
EEEMK S5 T PVR B EMT B9 & 4 . 40 H -+ 34
& TGF-B . PDGF K& CTGF %, {5 5 i i#% £ 24445 Smad |
Notch F1 Wnt/ B —catenin aelo)

3.2.1 TGF-B {8 EMT #1 PVR %% TGF-B & —Fhig
2 EMT ALK 1, 76 45 25 i AL R G905 h 4 i o 28 6
HEW MG HAEFATR ST RPE U055 ik 5% .
BHIE DL £ e 3G 5 I B W 48 . 7€ TGF-B I T, RPE 41
JMIAE 7 T4y EMT 2028, 646 L 5 4 i br 259 T 98 L)
FEAN M AR L A AT RS BE S R, BEST R, 7E
PVR H& F1 PVR s i TGF—B 7 3 B A LA Ko i
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R IR K2 8 2% B, B 5 PVR A9 ™ 2 5L 0E
AHE, X B2 AL 7R TGF-B 78 RPE 41 EMT o 2 Hrikd
HEEEA

K TFHAUH, HETIESS TCF-B 3 258 1+ 80% Smad (5
538 P FNIE Smad {755 R 5 EMT, TGF-B 5 5 i
1) TGF-B [l B=Z{K (TGFR2) 45 &, )5 5 TGF-B | A%
R (TGFR1) &5 4, X K% #2518, 15 S Smad2 1
Smad3 BER 1L, 35 R JE T Smad4 455 T8 =R 1K, 5
iz B Y MIAZ 3 a5 PR L R 9 e e A F e
FHEAE IR TCF-B R 3k A iy s 5%

AN, ZFhE Smad (558 BBAIESL S 5 T TGF-B
PFH EMT 1472, 045 p38 2224 5T A 75 1 3845 ( mitogen—
activated protein kinase, MAPK) 2~ 85 2 i 1/2
(extracellular regulated protein kinases1/2,ERK1/2) MAPK |
ALK AT B IOE B - 1 ( TGF-B activated kinase—1,
TAK1) % Jagged/Notch 251551 #, p38 MAPK i 7
feHE T B0 e J Az i 38 hn, ERK1/2 MAPK 38 7% v {2 3F
a—SMA EF4EVEFEHE ) N-F5 25 8 AT IV 28U j ) 3555
ERK1/2 MAPK {5 5 i % if A L 5 TGF - B/Smad
Jagged/Notch {5 53l i 7= = 58 UAE
3.2.2 PDGF % PDGF 5 5i@#& 5 EMT XI5t KM,
PDGF-BB — Rkt 5 PDGFR-B 454 )5 L a—SMA
AT RIS, T E RPE i A Z0-1 3K, #IE ERK1/2
MAPK P38 MAPK %5{5 538 Mk {2 #E RPE 41 Al i) 38 58 Fn
T#2'7 PDGF {5 5l i34 vl il 52 4k PDGF KT 1y
PDGFR-o G & 42, 2 ¥F RPE 40 A8 2 Whi 1k 778,
TS A7 3% B9 RPE 20X TGF—B 1t 51, % 434k 4 B
21 2k 4 i sl LR 2T AE 4 i
3.2.3 CTGF {2 # RPE #Hffi EMT CTGF J&— /0 i
FIL T2 50 A T AR 45 4R B, H 3 20 R e k4
Mudtgs E B Kar Ak, I © Rk e B 5 4R 4L 1) 36 )T R
A AERR PN BT A 0 AR A R I A P R 4 R
A CTGF 1 EE kPR, CTGF Rl A~y Z /A4 KK 1 Hl ECM
EHPEE, 25 ECM G0 EE 5 @A e 44k,
PRI N 5 CTGF 1l 5 542 PVR ALY, CTGF 1E K
TGF-B M MR A it , il i 3458 TGF-B 5 TGFR2 1Y
EA AL UE TGF - B 5 5 10 £ 4 %6 3% & 11 EDA F Bt
(fibronectin—EDA, EDA-FN) £k, 5 & H#H -4 NS 7T
RPE 4iififs EMT %4
4 VEGF 5 EMT WEEh X &

PLE B, ZELH LU EMT 2 51 S 80 T 4H4L4T
el PR T 21 2k 1k o 52 2% A s B AR | 2 2 Ut
T2 VR0 e BN 2, 40 A LA B A L R 2R AL 2 B
GEAR VT I = AN B VEGF EEB ARG S
Skt 7. (1) VEGF Fl CTGF 22 8] 4 - i e 5 %5 &F
Aefbryii e, FEIR 03 E 2 L B b, VEGF fil CTGF
Z AR AN, Inoki 25" FE R P AMA SN S2 06 rp 22 B
VEGF f&_L i CTGF 353k, & i ¥ i VEGF-CTGF
BARM VEGF 233 ,  H X WA PR 7 Lb R 3k 21 5t — )
R A& A 15 2T e A 5678 | ik i CTGF 3K 3 1Y £ 4
A TT SO SRR B, AT 5] A A B A 1) a4
YA IT A, (2) VEGF il id PDGF i (2 5
214k 6. VEGF 1 3% 4 % #5 51 PDGF 5 PDGF Z 1K «
(PDGFRa) %5 4, 8¢ 38 i {2 #F 4 PDGF A + /i 5 1
PDGFRa A 0 T% i A AL i EMT 19 & 28, T 230 T /0

WIS 2F 44k, £F%F VEGF 5 EMT B8 56 & oh 4> 1
ATEARHLE B ST, 7T 2 PVR BRI 3245 T 557 10 J8 % A
Hik.,
5 1 VEGF 897>t PVR BBhiB1ER

YT VEGF DL _ERYERT , Bt VEGF 167 #Ei¢ nl it
BELVEE LA b A 50 R 2 0 ) EMT F1 PVR 9% &, H R,
EAH R Z s 7E sh ) Al R EAT T 2408t T —8t
KI,
5.1 #iit VEGF &4 X L PVR BI1EA  Pennock
A1) et R 3B A P T 0 0. Tl 42 807N o <A e T 70
Oy BEESAR T WS, Twk S5 B 80T 4k A1 | & I /N A i 3
( platelet—rich plasma, PRP ) FI4H 4135 B & I A 1A BE
BRI A PVR AR FH B RS B 57 38 UESC T 3%
B R PN B TR R BT R BTRA P 2 RE A R PVR &
Az, HLALIW B A 25 K ThBE K 32 540, Daftarian %5 78
AR G IR 33 38 1A P 0 5 0. 3mL 7S SR Ak B A A e ol 1 3 4
JaiEs , 3d J5# A\ RPE 40 i 7 A B BSR4 PVR #5E7
HE—L 9T K B, CTGF 7E PVR 3 26 55 /K S B I 184 =5
BB R NI BT BT CTGF 254 nl [ Ak VEGF - A &3k, FH Wt
VEGF-A HJINGE, BMiPT CTGF 254 KB4 T VEGF ¥4
97 T A S PO I S 2T A A, 3 Bk B4 A R I R
21 2 10 B S L £T A 240 i 25 AR, T PR 4l BT VEGE IR
JPALAE PVR HL0158 45 5 PDGFR (%) AH B A% FH 4 {15 154 4 it
JEBE , N fi J5 7 2 i B S L A 4 i 2% R TG W S 5
5.2 $1 VEGF i&fr IR KR L3 PVR IBEER AT
SR GEIEETE , 2 I RIS W, 5 5 2 B 38 1 s e
THIEFE AR HE, BE U 3 ST A DL AR AT T B O R BB R
PVR B 1 40 42 17 % Bl 38 R 9 ) B B R Je
PVR &4 R Ghasemi %5738 & B, 3B s fek 3o 334
FEERA DL A BT A B AR 5 A0 0 I 5 R 3 L 55.5% R
H AL T WL 32 (AT SR AR 3 /R BT VEGF 3397 1T
HEINE T PVR,
53T MIERARESHER LTRSS
s RBFIE 45 F 22 53, B RTIA b al 8 F Py A E R
(1)PVR J&—F fi ZFP 4 M 40 A0 3 5T DL S K o i
ol 5503 U 1 A R IR A VR FH B &R 2 BT R, s — 259
TRXEAE Z FhBOR IR TP 8 IR 5 (2) B HAY s $5 A
PIRRE S 2 R M S Bl R PVR R AR R TR 2t 78 (3)
Sh¥Sss o F 4 PVR, R BE e 28 L) RPE 40 3% 4= 4 ==,
IR ALL A PVR C 2%, BLA A5 BLECAS L EMT R &,
BT VEGF Z9UERATBR 5 (4) I IR 4T VEGF 25 47 411 il
VEGF A=W2#15  0 R BF, $T 8 VEGF Fl CTGF Z [H] (1)
AT, 15 % CTGF kKP4 T 51 & 41 44k, 5 B0t
IR TE ORI 22k

XFIGR B PVR K4 % B rE Gl indER i s B
KEFL (KT 90° LM IR 24 FL ) 2 AP L T iz 1
LR R 5 P Tk 45 B e 5 F 40 I JSE NG 5 4 PVR. R 18]
EFHT VEGF 259, 25 v AR PVR &4, A 15
E—2E T,
6 NERRE

FARBEEA I XA EH B &S T PVR BEREMW
fif ) AR R 5T AN AR I T & ATX PVR &
SHLHI AR . SR, 1T PVR R HLEIE 2, H iz
A, R HAR YT AR — KMEEL, PVR M9 & 4 & L Fp
Y0 0 22 Foft DR BB A5 T AR 45 51, B AR T B RS IE S T
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VEGF J EMT 7 PVR %4 & e hile 5 — AR, (B AT %
VEGF Fil EMT & PVR A RIBr B9 fEH  —H BB G & |
PL VEGF {477 % EMT BT £ 52 W | I 77 B B 1 A
PVR B BARCR 5530 5 ok — P WF S MR R, RIS 1E I
PRI 14 A W FL 7 AL B0 T B 5T VEGE T T 1l JR
PVR (3677 5 AR R TE I
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