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Abstract

e The posterior capsule opacification ( PCO) is one of the
most mainly common complications after modern cataract
surgery. Smad proteins family are important factors of
intracellular TGF (transforming growth factor) -B signaling
transduction. TGF-B/Smads signalling pathway is very
important for PCO, especially all kinds of Smads are
being close relationship with PCO in induction of TGF-B,.
This article reviewed the relationship between TGF-B/Smads
and PCO.
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o KB P B ( posterior capsular opacification, PCO ) 7& I
AN G &H WL FEIFRAEZ —, Smad & 5%
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TGF-B/Smads 15 5 1%& 5l f& 7€ PCO il % & X EE M IE
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Ja & E N B ( posterior capsular opacification, PCO)
SOFRJE 2R TR, IR N AR S i LAY B O A
Z— HHEREW R T AME, AL AR TE2 T,
AL KN F-B (TGF-B) & HAT 2SR 5 845 fr & F&f
Ak R e M E VIR K T Smad 2 A %K & TGF-B
I NG S AL F I EE N 5, TGF-B/Smads {5 7 1& i
BAE PCO il = CEHEZMAEH . A3k TGF-B/Smads
5 PCO #4956 2 LU M 45 TGF-B/Smads 15 5§ XF PCO
FEAEVE A TR
1 Smads EEREN S TGF-B HIEEES

TGF-B M H I BA R Sr a5 —RIKE A, 55
30 DA UMES 40T, 40 TGF-Bs G il = BB &
FH(BMPs) K/ MR T ( GDFs ) R KT (AMH) #f
22 18 S 40 ML AT A2 A T+ ( GDNF) il Nodal 25, = BA4E H 24
SUSIEF LK RKF, B 1k B TR e
T2, WSARAEESHAFT RE 48 b5 K H o 3 25, TCF-B . 3%
5% BMPs! | HHEE—28 TGF-B 45 4 /NIEAL, B TGF-B,
TGF-B, , TGF-B, il TGF-B, , M FLsh# R A w1 3 Fhahl, If
H A SR AR P = B A R AR e Smads
AN EZ W) TCF-B 15 515 2 FE 15 70+, v] LUK 4
J DR 715 5 B4 A0 M B A S A AZ 9, Smads 2
143 TR PG H I BE FAE A9 AN [R) K ME S M 3 2 . 2 AR 4
7 ( R-Smads ), €1 5§ Smadl, Smad2, Smad3, Smad5 Fl
Smad8 ,,ﬁ\:':F' Smadl , Smad5 F1 Smad8 J& BMP/GDF 1% 4 Jitg
WAE 1% 543, i Smad2 il Smad3 & TGF-B/ Activin
MINESES T L[] 388 B Y ( Co-Smads ) E 2 2
Smadd , HINRE = 5 8RR LAY R-Smads T AL Smads Z & W)
I [FFE 12 A0, fe i SR T IEEVE AT R e R s
ARIER AL S Y (I-Smads) f24% Smad6 F1 Smad7,
AT 53R T RISZAREE A T3 P4 R-Smads (1955
Ak, BT 5 S e
1.1 1EEEENSFIAE  TCF-B/Smads 5514 5 %
AAH T 4 SARA,STRAP, Dab2 & Smad6 17 %5
SARA 23 R-Smad 5 TRRIZE & 1 &4 IEMEIEEAE Y- | if
STRAP N5 3% Smad7 5 TRR 1 45 & %k ¥ e ¥ 4E
STRAP 8540 % N Y Smad7 , 5| S H 5 1% LAY TAR 1
sE ST RUE AW, it #5 Bl Smad7 FHIE R-Smads 5 TER 1
254G, NI TGF-B AW~ VEH . Dab2 JERESHEIRfk
B I SRR FR R IE R 5 437, R ko & & I =R , & L vt
TR AIRES G X (PTD) ,PTD AJ 5 Smad2 i SH2
XIFZEA G JH T Smad2 MBS IR AL, {2 ¥ Smad2 55 Smad4



Int J Ophthalmol, Vol.11, No.7, Jul. 2011 www. 1JO. cn
Tel.029-82245172 83085628 Email . 1JO. 2000 @163. com

LA,
1.2 BAMERE RS FIAE AT, Smads 78
DNA 2548 A PR 42 0 0 L ] s 47 35 Hoge 5% S N
T 5L Y . 9E AN Smad 8 15 R IR
W2 H A K 7454, R S5 300 R 7 R0 S 4 i) R
T U Smad2 54% DNA #4215 (H FAST A 51 3% 4%
Ji , A BE 5 Smadd P [R] 3 i 8 3L KB % SR, Smad3 il
Smad4 F[IE T MH1 X ) & Fe 2549 5 DNA /Y SBE E
PeEh A TR e SRS , T B N HE DNA 454
BN T RO B R A e & I S R T R R A AR
M. BRTEM, EZAH BSR4 CBP,p300 Fl lef-1
A FERE BN N AR SR E A ELA, RS R
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e e b R (B EE L
2 TGF-p/Smads 5 PCO
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RBIE E b % 2 e T B A9/E A, IERA - Y TGF-B/
Smads 155 5 18 [ 7T g 44 J5 PCO 1K) B i6 $2 448 19 0F 58

PCO 1) %13k B H N B A S5 iR - H2 408 (lens
epithelial cells, LEC ) ¥ 3% 78 | iF £ 1 L f [6] Jit % 7 1k
(EMT) ™' ZEFNE ARG, LEC B B0 28 R 4248 N A
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&4k B TGF-B, Ml TGF-B, FIFE 5% T TGF-B, /Y 10
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PUAURIE 3 0% Smad 15538 BESE PR, Saika &5 13 50
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JUBURT PCO H, TGF-B 32 AR ¥% Smad £ 1, 41 fd#% i 21
Smad2 ,Smad3/Smad4 Z55 ), F B TGF-B/Smad 157 5 &4
(3G , Tl TGF-B HL iR v] LABH KT iX — i &, Smad3/
Smad4 BURZFEA 7 Smad3 FE R TR K AT Smad7 #0154
P SRR 0, T Smad 15 S @ A2 M I0H], #8145
5| 6 1 4 A R T AR e
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101, Smad4 4 Jig 4% 22 35 B 0820 5 1 siSmad4 41 fifd 5% H
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