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Abstract

e Corneal injury, cataract, proliferative vitreoretinopathy
and glaucoma can all be blindness-causing eye disease,
such diseases currently rely mainly on drugs and surgical
treatment, but surgery can not prevent their recurrence.
In recent years, many researchers discovered that
antisense oligonucleotide technology played an
important role in eye diseases of the above, and tried to
explore a new way to prevent these diseases. This paper
briefly reviewed the current research situation of
antisense oligonucleotide technology and corneal injury,
cataract, proliferative vitreoretinopathy, glaucoma.
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2 SLEEA% R (antisense oligodeoxynucleotide , ASODN )
FARIE I S SCEEAZ TR S 245 )58 . Waston-Crrick fif 1
Fic %55 4 PO A% R ( DNA B RNA) 55 25 5 T A2 58 4%
T, DNTTAE R 55 R B 36 7 00 1 45 o 5 DR 3 38 Y ik TR 0
SPHOR e — TR 25 W) T & 07 2:. ASODN F2 2251 %)
PSR AR R HZ K 5 S 18 Sl B SF BTy,
VE R —Flo i) T HL )2 0 T4 9 S0 A= kAR AL 1 11
WEIE ARy — T A A B0 259 m] T T e e 1 Sk g
SEPR o AR RIBTIE F B, ASODN H AR 7 BB 5 1Y
KR R v ke T A A, b ASODN 2 A Al i1 fil 4
HTFORLTAEAN A" AT R U8 sk A I 235 R BT 2 4
i B A BB A T LA S bR AR B2 AT i Y 8 B
FCAEARSR AT B S 0 i R 9 €5 2 B 48 B ( human
retinal pigment epithelium, hRPE ) 3% 7§ , Jf g 75 S H
T2 S AR AT b A 0 I RSl 2 5 R 2 L ( retinal gl
RG) (iR . ASODN H AR Ko H 5 MERHBHG 5 7 1 F
SEHG TR,

1 ASODN # REJ1E L& R 25 ¥t 52

TE H il i B AIF 5T A PRS2 55, ASODN HOR 2 48
BRI ek i — MRS T H . A 5 — Uit
SRR, 5 ARG H R IR 55 =AU 2 ik
21 5 B, % ASODN AE FHBLHI I BEFR A WITR A . BR T 75
S RNaseH Y1141 L&k, ASODN 75 S 1 Ho & 1) 1 HL i
WA B, ASODN & AT DL T4 mRNA A3, 645 57 Jm
W BT SR AG ERKAE AP BR AT AR R A
IFl B4 B e AN TR FAILAR B s SCBR R R

ASODN Ay i (K 38 1 S ) 41 1 5], 18 Se b 2 4%
3ASFEBA BB N A R G R R P R E Y Y
PEVE LG 240 f )i VAR 1k o W6 3 AN E AR
(7715 FE 2L FT X ASODN FEAL 2= 1 | 7 51 e 45 | 4 1m)
iz 5 77 TN LAEKE : ASODN 1) 45 Rl Ak ¢ (B i 45 25 —
55 =X ASODN B &8 3 i H: s SCAE RS A% IR il 1)
JEE s X mRNA Z5BF 58 I ER A TS HLAR B 25 15t S
AW HOR B & SR A i — 254k ASODN 8 [n] )3 47
(IIEHE s Z Rl 2 YR8 ) 618 RGN TR T ASODN 28
2501 0 S )R B B SHER A FH AR 174 37 e AR 3R ] 1
XTI RIS e 6B ASODN 2625 AT )
I B R
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2 ASODN # R 5ER &l &%
2.1 IRRGEE MR TIRIKATEE R — )25
[ 35 B AR IR A 21 e KRR AIE , S 0 B LA B BB 1)
AR, — B HAMuacE A 3R, 5 350m B
T S B B e 2 R AR TR I B S XA g 7 A K R )
HERH A58 E S — RV B AT
PR A 40 B G A4 Ak L 40 BT R
T AR AP I BT ) 5 BRI B A I R i 22 A i AN
S i R - B (i) R0 25 ) v B P 17 56 B, B T DA
AL LU IE 454, T S BRI B i

AR 1VF 2058 3R B A0 M DX - R 3 2 e A AR K IR
T (TGF-B) FEAL R A 11 A 2k Fi v e 2] 3 2 11 0 75 1R
Mo Hr TGF-B8, I A J5 & & i B 0 i o 7, 300 1)
TGF-B X FH 4010 . A B 40 i T 40 i A0 al 2T 4E 40 g
HATR SR A LVE T, [RlBsS, TGF-B W] A5 4t 22 1f i)
SSRGS A MG A6 B 2T 2 240 B i D RE , 34 m T 78 fie e
I 759 5z )52 ) mRNA &3k 02 1 158 It B B R s 22, 52 i
20 AR L A mRNA 955 %1 0 A TR
SRS & R 5 IR TR AR, AT A3 2o 00 i 2
R - TGF-B 1& M1 i 12 SE B, R BH W TGF-B 1 % % Fl
BHPE, Mt TGF-B 1 i SCBEA1T BR AE 55 PR /K- /b 2R
F g, Al % R T B R A . 2 B
T 1o ) £ S IR A I T B B R, FIR A TGF-B, [ L5
HATER ) 8-0 ST+ 48 L 5% 5 M RS AY) 11 A% A I, HL i 21 4
A MECH B0 F I E 8-0 BRI AR LR A S M A T,
1M A5 3l 3 TCF-B, I X SEAZ R 4% e 2 S HR 1 #f Ji I
R UM AT 4 40 M, 78 38 RK S /0 T TGF-B, £ 9
B, TS T B — R PNVHIR SN, Fifi 45 Ff B )18
52,15 BR Y BT 4 20 i 328 i AR Sk Ak Y 2T 4 4 i, B
TGF-B, 5 SCEEAZ T R vI 4 i S A RS I B 21 4 41 i %
b 8, Sk R AR AR RS A B B AR T — A
pAY
22 HAE AR IMFR S AR, SRR E A
85% Sy 7K FES I 1B 1, 7K1 8 1 AT DASR AR R N i
HEA, TR, A ABEEEATERE A fERC
Bz ARAR pH B SR DL S — S5 B s A R AR
IR T N 2N g = F R O R b LU = R N % o s B
SN B W ECE MR, B ARG IT AN R LR
RE, BN BEEAR G G % B R ( posterior capsule
opacification, PCO) JRFRJ5 & 1 1 N B, J2& X4 117 1 PN B 4k
R A G 5 M K 52 0 B BB FF R E 2 —, PCO [ & A
HIEWN N 20% ~50% 76 )LEILF- R 100% ', H R
IRIUESE ME— A 3R TT PCO J2& Nd: YAG Ot 5 2 D) T
AR H YAG BOGIRYT T A8 S BU™ F I & AT, AR AT g
s N AR, R 5 W] BB 51 R IR R T 5 | B8 BE 3 A K
Jib A0 O R o 5 S5 . PRI, i el iR PCO 1Y & AR N
HETWF IS S o 98 R BIOR 5 % B 1) bR AR b Rz 44 i
(lens epithelial cells, LEC) 3858 #4847 b= LA B AR GE L
A HEE PCO TR ML R A, LEC iy 5 o 72 5 F 4
M— HE, A2 240 M B B9 R 2P0 R S IC, R | A
(Cyclin) .- WLALBI & (a-SMA) TGF-B K H At AH]
ST EL 20 JE AR S P R B Rl At
i 2o il 4 K B LEC Cend1 35 [F 2% 55 F0 41 Jfd 34 5 A 76 15
i Cend1-ASODN Jig Jit 4 BE A8 50 Hh % Y 2 85 372 1) K W
LEC, BB LEC Cendl 235,314 LEC 38758 . 14 E 2%

862

S A AL GVE K R (CTGF) S SCSEA% 1 R P He
Je = N SR ARAA B K 4fl i (hLEC) , BB ] TGF-B 355 1Y
CTGF 5 o-SMA ik 13, &/ fHIWT CTGF W] fE & BhiG G
RAE N BRI R T-Be . ASODN 2525 ¥4 %Pk | # [i)
PEGF ERIVE /N, 22 @ S MR 5 LEC 1 5 >k 1
Bii F3R YT PCO, ASODN Ak~ & i R (R & BEAR %
BT AR N ASODN A N B2 I R R B 1 D6 B 1)
AR

2.3 EXIR  FHOCHLZMR N R T fig & AR B g IR
S TR, SERIRERGT, I A I A 2T
AP o B AT T AR I8 B R OGIR Y
FEA KRR, SR G U8 8 18 1) PR 2H 21 5 3 3
TS RETARKM, BOREZ PR L] TCF-B, K
ARG B RRR E LN, ik — 20 Bz 40 i 1
5 GIRIE S MR I P A1 L 25 4 B4 TGE-B,
S SCEEAZA TN T T IR IR A |, fF 58 W] . TGF-B,
S SCBEAL TR AT FEAR S 7 DG IR U8 i AR 5 IR s, JE K g it
YL AEAEIT ], 400 ) A 7 6 IR i Ao AR 5 45 M 2 13 2T 4k 440
MVRAL AR X BT CIR AR G IR o 1 A S 3T
ARECRATAR RS F St 7 — S0 A B ik te . /gt
AR kg g 7K 1 S ST, TR R Y B K A B A i R
FEJ7 T EA EEAEN . /NGER /N DL R AR Y
ANGRANMZH N, B ARG, /N AN K2 B s b
R & 1t JF ff B 35 3% BR ( primary open angle glaucoma,
POAG) [ & /N G2 240 e B0 s /0 W 5 hn B 2, i 5 R B
CD44 73116 NBR/N R0 A 223K 01 B 5/ N R 40 0 2
MEEZHREA O, $25 CDM4 ATREZ 5 T POAG 1Y & it
o WA s Bk &, ol DL R 4k CD44 Je )
AT IR 3] CD44mRNA S 08 £ X /)N 32 41 Jif 3 2 1) fig
(RIFENE , CDA4 Jiz SCRZ Y 1R 38 3 i B 4 C ) it ) 5 5 b
HEIRAT, G5 G IRIT S, AT St s i H ) B PR s
ANEHEL AR T /N SR A L Y CD44 Gk TR e, Zrh
U] CDA4 2 SCEEREAFRRESTA] CD44 JERF3k , AT LA
TR /N R0 3G A= D RE ,  [m] o O 2F IR /N 52 240 i 11
P2, T UL BTH: ASODN 5 A CDA44 J2 38 2:F 52 i /N B2 44
MR A LI B T2 5 POAG B &0 i 72, X MR IT
POAG $2HE T — AN iy J5 1l o

2.4 IR AR S 144 1 35 3 A R0 9
7% (proliferative vitreousretinopathy, PVR) J2& 5 iR Bk 27 i
P RPN S FL P A 0 058 5 B A I B A TR )
FH T B 8 A PR B AR X 2 T 7% 240 L 3 A RS 4, 3 A
5 [P0 D) RIS 5 ) — ™ EE ARG . AR H AT T AR 2R YT
PVR [ FZFBLHIF R0 € , (HFARARERLLE PVR (497
KA, IR FAE AV BELET ARG H PVR FRA 33
KAPERRIIRER %, S 2BE . ik, REFMZY)
YGRI7 PVRARA Bk, PVR 358 3 Bl 14 Ak 41 g 75 41
PO SR B AR JE T AT W 4 RE ) O Al i M i€, RPE, RG
MRAE R EL MM 25 173X B B 1 A o
RO A ) RPE, RG 2 g 38 £ K S IR 23 1 40
FCRONE P A b FE ¥ ASODN $2 R 5 A % PVR AH KGR
KIHF a2 PR PVR, RPE 4 il 2 PVR Jig 2
TR AN, A AR M R S i B AP A E T T,
LA IO JIE S L A AR 100 85 3 T s 4 8 AR Js , R AE L3 o
(9 — 86 B3 T 2F 4 i A B R AR K
(PDGF) 5 5 & /3 b 1) PDGF /I T K& 4=, M5l



Int Eye Sci, Vol. 12, No.5, May 2012 wWww. ies. net. cn
Tel.029-82245172 82210956 Email : 1JO. 2000 @163. com

EEPEIEIR , SBCPVR (&L, BRMERE 2 i 5 A Ak
224 U S A9 £ X hRPE 261 Jfd 1) PDGFR-o B 1) [z L
B R (PDGFR-oASODN ) ¥ 4t = RPE 4 ffi )y, hRPE
S i Py 34 A7 20 8 A A o, L 2 30 B S A e (] -] Rk
75 A S I 7R PDGFR-aASODN %% %t T+ hRPE 41 g
J RERE 40 M BEL T GO/ G R, G1/S 3 kg 241 i 15 4 IR i)
R, BT BR A, AT G1 BIIEIR 5 A0
BE BN, % 52 3 % B PDGFR-oASODN %% %t F
hRPE 415, 4l BLA B AP -8 %, sE— 0T
& PDGFR-oASODN (1) 35 35 A 417 ] 41 i 384 4 2 38 2ot 15 =
hRPE 4 g 8 T3k S2 ¥R 1. A tk, PDGFR-«ASODN 45 1]
RERCRHIARTT BT PVR A B iR T s . RG 41l
TELERFALIN IS IE 5 A A D g hole T R LEMAEH, )
A Z 52N 2, RG 1A — 2N EM)H ST,
TEA% 2 B 55 A s sl A0 Do 2 18, 496 2 TR s AR BRI
45 33— R PR AS  7E PVR IG5 P A R 5 1R IR0 IS o 728
(proliferative diabetic retinopathy, PDR) F14¥F & 1 75 B 3
TR S A5 A0 v e A 2 S 00 1R OSSR 00 oA
Ja MR EEA MRS . P2 A K MO A F RG 41
MR ERBA S, R B A K I T2 4R (EGFR) ££ RG 41
JSE RS (0 1 AR R T B . T4 % EGFR 2 X
SERZATIR , I FANR T ARATE S 2 A i YL I 2= RG A0 L i, 45
REKY] EGFR [ LB T R Re A S fl A RG 4 L 11y
EGFR (335, [FE AT IA RO 6l RG 41 i, A
7T ELUBTT ™ 2 L3 £ P 28 1) 26— 25 S g, %R ASODN
FRE X RG A S PVR S5 A P SF B I ZE R
Pt T 2%
SRE

ASODN fE Jy—Fgr B JE RIVARYT 259, I AF KA iR
STAR B 1 K EAE M. BEEMRMIEA,
ASODN 7EFa 8 P e R LA K Yo 241 A 114 308 525 P AR 98 i) 42
LR MAWTE R NIFEFE AR 72 8%, VAR 74
YIFEOR I G R, A B T AR 09 s & A ke G
R AR LD, Wt R0 41 0 8 R O A e SCHE I
G, AT 55 R SIRIT R o WA REHS ASODN 2R 3 A
MR A S L R AR K R S sZ AR 45, AT RE I IR BT
TG T IR S Bt — AR iR A2

2% 30k

1 BHedk, A RIRL. 5 SCSERH TR BOR DS Jg. | - B2 2 200638
(27) :1270-1272

2 WU, A R UIRR YW 2 B O S o . R oR LR
2002;8(5) :302-304

3B, HIFE, M. TCF-B2 [ SCEEAZH BN G ffy M6 22 o B 45
&S s AR 2 4 75 200657 (16) :1016-1018

4 BB A . TOR-B2 [ SUSEAZ T IR il U Ye IR AR S U
TR B S BRTSE. [ PRIRARLAR R 200757 (1) :10-14

5 bHghe , 43—, 1% K32, &5 PDCF-o 52 AR SCEEAZ FF R X HA S
PRI (2% b pe AN A FE RN A T . PR IR AR 2011511(2)
229-231

6 I ERPRAE , FHE. EGFR S SCREAZ T WA A AR IR 58 it 22 Jie I
TR . EBRARAF 45 2010510(8) : 1488-1489

7 UERA , £ . S SRR B AR LRI BT ST R . AN E 4 T
H:W==41 0 2001 54 (23) 2237-240

8 MAMGIL , PRI S LR TT RS 25 ORI Sk JRe. [ 1 s 2 24 2
439 2002;4(29) :193-197

9 Dave H, Kadner A, Bauersfeld F, et al. Early results of using the
bovine jugular vein for right ventricular outflow reconstruction during the
Ross procedure. Heart Surg Forum2003;6(5) :390-392

10 Carrel T, Berdat P, Pavlovic M, et al. The bovine jugular vein: a
totally integrated valved conduit to repair the right ventricular outflow. J
Heart Valve Dis 2002;11(4) :552-556

11 Schaumberg DA, Dana MR, Christen WG, et al. A systematic overview
of the incidence of posterior capsule opacification. Ophthalmology 1998 ;
105(7) :1213-1221

12 Awasthi N, Guo S, Wagner BJ. Posterior capsular opacification: a
problem reduced but not yet eradicated. Arch Ophthalmol2009;127(4) .
555-562

13 Dewey S. Posterior capsular opacification. Curr Opin Ophathalmol
2006; 17(1) :45-53

14 iz B MRtk SR 5. Cendl 2 SCEEREH R A8 1430 11 KBRSy
AR B A I3 AT ST SCIE BE % 2007 36 (21) :626-628

15 AR 2%, JEAR, AR 8, % CTGF St LSBT RR X A ftR A - e 4
N s AR BT EBRIRAF A4S 2011511(2) :216-219

16 Z= P [, M, 5KRAT. CD44 [ SCEEAZ R AR X A HR /N2 41 it 346 A=
ST RS IRBEHTHERE 2007511(27) :821-823

17 Mo, 5 SRR T, A5 22 0 FRONS T o 20 A L 5 00 T ) 5 T
4 BE 2 2010;50(7) :6-8

863



