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Abstract

* RNA interference is an important discovery in the field
of biology in recent years, which is a gene silencing
phenomena of specific sequences induced by double -
stranded RNA. RNAi technology becomes perfect and
mature increasingly, and has been gradually applied in
functional genomics, regulatory mechanisms of gene
expression research areas. As an effective tool, RNAI
technology in gene therapy of eye disease has also made
great progress. This paper briefly reviews the current
researches of RNAi technology adopting in corneal
endolthelial cells injury and therapies of cataract,
glaucoma, neovascular diseases and proliferative
vitreoretinopathy.
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RNA T4 ( RNA interference, RNAi) J& T 4F 3 4= ¥ 24 0F
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IR UTER I S, AR RNAL $2R H 25 583 ik,
T 8 ] T D e A PR 20 | R 3R Gk R AL ) 4 i o
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PYAIT 7 B T AR K A AR SOk 3 47 [ 9 41
KT RNAL B AR 5 B P9 B2 B2 005 1 P s 75 06 IR |
A AP | 1 A I (A ORI SS9 A% 174 F 5 IR
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RNA T4 ( RNA interference, RNAi) &4 ¥ 1k 5% 5%
IR B FE R BEIBT , & MR AT P PR PE XUEE RNA ZEA4E 4
PR PR SR T R R L DR mRINA (%) B i 0 117 5 | R 3%
SRR S . X — IR AR TN 2, 2
A= AR AR A Sk 5 R 45 5 1) — ol [ 40 52 82 ML, 7
ESEA T A& T EEWIER ., HET RNAL BER TRk
TN FH 96 2 5 i B 0 R IR YT D RESE P A 2
WAL TGRS T, AR AT R B, RNAT B R 7T LA
PR A7 BB PN B A 3 A A8 52 5 M i 75 DR U8 RS Tenon
e LT A A0 M 1) 38 2 RIRS AT 5 38 1T A o] wfetR AR 1 Bz 4
LB oAk S B 5 s FEIR YT B A LA P B | 38 A M B R A
0 B A 11 BF 5 H AL EUAS TR R B HE R, RNAT HER
FERRBMEIR IR IF o8 b B B T T R R R R
1 RNAI £ REI1ERHLE

RNAi FVEFHLH BB BEA AN+ 4015 48, B e w020 1
B RNAi &ML 00 = A BB (1) 2 IR B B 4h
T5P B DR Qg T R IR N T2 AR IR e - S LS
B 40 M4 P9 IF AT % 5%, 7P AE B9 dsRNA B — X%
RNA [if§ IT %4 ( Dicer fif§ ) YIEI AL 21 ~23nt [ %5 5% dsRNA,
BI/NTHE RNA(siRNA) o (2) B0 BB : 2 L siRNA 514
PN — Sl (F 45 P9 DB SN DD S E G A ) 45 Al — 1>
MR A4, B RNA i SR E A4 (RNA-induced
silencing complex,RISC) , 3G RISC R FH 2 — 4~ ATP K
i siRNA ffRGE )L FE . R L RNA FREEVE 5| 307
G1), AT I A C X i U AR S P U EL AR mRNA B
K 3 VIl LE BE 25 siRNA 37 3 12 S B 55 19 07 2 %
mRNA YJHEIAE 21 ~23nt A9 5 B, 455 S5 Pk 40 ) 1 3 1A
MIFRIR, (3) GIRHUCR BB B~ A 1) dsRNA B
H mRNA W51 Y01 52456 78 RNA flOfitE RNA R4G
it ( RNA —dependent RNA polymerase , RARP) YEFH T LA
mRNA 4 #8584, §7 3 7= 242 B 2 87 19 dsRNA, B & % 19
dsRNA P Dicer V)%™ A K B9k 9 siRNA, i 15
RNAi BRI #E— 2K, e mRNA 5¢ 2 (%57 , i
IR I H ikt
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2 RNAI R 5RBHER

2.1 RNA 5REEREAEMIRG MK 400 (corneal
endothelial cells, CECs) ¥ T £ I )5 ¥ i) N J2 /2, CECs 18
TS HUBEE BB B Na* K"~ ATP [ KIEEE H-1 ATP B
Ko A28 30 0 I RV AR5 25 A 00 375 BH i % A
JZ 2 ACIKRAS o AR AR RPN i i ste 2 2425 24
RE T, W05 2 e 5E R B4R 3T 41 i ™ K A2 47 ok SEL A i 2k
YR Zs (Rl BRI, B T AR % FROG A1, — 28 B AN A
AR5 AN Fuchs A PN BB 2R B IR F-A R 41
15 25 FE Tk T OCHR FHR P 98 5535 AT S B0A B Y R 40
HIESR, B AR B R A KT -B
(transforming growth factor—B, TGF—B) ZKJZ 1l L)L VA 5 21l g
B AN oAk, I3 b g B A K S 2 R AR 2R TR A
iR F37K Hh TCF-B Y = Z W TGF-B, %!, TGF-B, 7
A RS PN B 0 ) 38 5 Ak o AR ke B R B R AR,
HEEE SRR UE A TR CTGF WA b2 e S,
FRLTBEE FIH AT A A CTGF siRNA 3 i3 g i 145
Yu AREFRHYAE CECs, WLEE RNA THLIUTER CTGF A2k %t
4 CECs H4FH M52, 45 8 & 3L CTGF siRNA fig 3 2 i3k
CECs N CTGF mRNA ik, Ik 55 TGF-B, X} 4 CECs ¥4 5
HAM AR 0T {2 3 4 CECs M . WF9% &1 & P
HEN CECs X4 4 MU B T [ T RE -5 41 i S 314 46
PEFEEE A0 & P p27Kipl 5 FAH S, p27Kipl 1E R —
AP B ] 25 [ (kinase inhibition protein , KIP) 2 21 ifd J&] 1)
PR ) 35, HS A O A eyelinD 5 CDK2 | eyelinE 5
CDK4 o3& BHWT T 40 i A 3 e G1 A S A H% 4k, A
A 40 B A 224y 24 o LD BT A R T R X
p27Kipl 1Y siRNA SERH R, JF MM 8 T Rk Bk, LA
JI A B e A B % (19 24F CECs, P f 9% BN 36 2 K6
p27Kipl WY H3RIK, K BEF XS p27Kipl Y shRNA #] i
FREAR p27Kipl F P K B A ek K, i 5T R WA %
p27Kipl # RNA THEAT LA #F CECs 3578 . RNAi AR H
CECs M43 D Re mmF o $248E T8 ik,

2.2 RNAI 5EWE SRR MFRC AR, AR
R ENECE R E T E A, B A NG LT
AR F, B BR AR S B IR AR e IR ik (
posterior capsular opacification, PCO) X Fr M 5 & T H M
B, 2 P A bR AR IS B H LA O RE , R S EOR S R
HEMRE WAL PR R R EE R A, PCO B & A= R AE
AN 30% ~40% , 78 JL#E JLF 4 100% 7 BiE F AR
BIE TS T SRR AR AN B ek, PCO 1Y & A R %
ZHTA T RRA , (E A I DR AT 2 — A WL AR e, AF Y
EHL, HNREARG PCO W& EALHIE B T ARG RYER N
FIlL - B3 7K Bt B B R IR, B A% 0 d IR AR B B2 4B ( lens
epithelial cells, LECs ) 7545 21 g Bl 1 S 40 ffg 40 32 o 4[]
EE R UMl W 2 S A 1)t AR
BN FEYFH RN KR, L FIEITAE PCO MBI RIS
o H 2R F T, AN AE R AR 1 A R s A e 4 e E
WEEAE, B A R R s X g0 s ol o A
FEEE Y, FMEA DI RS s K1 @
WA (D1 Ik, v] (40 A4 T G B, Rl
SOV A B 1] K B Cend 1 ZL B9 siRNA #5144 3 (K 4b
Kt KB LECs 1, R B Cend] 1Y siRNA 7] LA 2L
PR R B LECs Cendl mRNA K JH W& A D1 & A%
ik HEMT 6] LECs 3478, ekt DNA 194 2 H
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Ui T AR (0 S R 3 A T 0 A i K R R 40 i K 4
AR EEE L, HEEEN K AT A R K TERT
siRNA F BE#E Y« 2= LECs, PCR 46 I i s i J2 %% 5% T
(TERT) Ry A KA 1484k, % 38 RNAi TERT BEA &40
il LECs Ay38%E , i85 B RNAT B AR BHIBT 51 #2 LECs 3
B AR AT LASKBIRE IE PCO RAH 1, RHIGIR G
ST 5 BRI N B TR AR

2.3 RNAI 55X 35 O0HR & — 4 LU E PE 0 ph 42 25
208 RIS (5l 483 O I R 4RR AIE 1) 00 , s T S50 — v B0 1
MR, SHaTEa AR R T ORI 0 E2 R F B, R
SRUEITVETFARA TR KW LI, (0838 18 0P K g
T DX 2 20 AR AR U8 A AR R M R B R A,
JUEHUREZG Y 4 1 TR A s Ty R AR B T 4R L
DRG] 7= A R G HR e e e D83 v 8 e A5 3 MIE
ffifS %25 25 1 B FH 2 3 T BRI D AR R F AT & B,
TGF-B, AT LAVA 5 G405 A 3k 2 v 22 ol 200 Jf 1) S 1, 3% B
AP RS TGF - B, 2 R A 45 5 M shRNA R4k, 55 e
ARG IR 09 NHR Tenon’s 5% £F 4 41 fd ( Tenon’s capsule
fibroblasts, TCFs ) , % F MTT He a3 J ELISA 1243 51 A6
i 38 A B B S shRNA X TGF—B, 238 AH I 28 1 Al 41
PR, 245 B8 Y TGF - B, shRNA 5256 4 1) 40 i 385 2k K%
TGF-B, 8 H 1Y 2 15 # 57 B — a2 A2 B A0 4 a1, 45 1 5 1)
TGF-B, 19 siRNA Kk 8 AARE W35 Ml A1 TGF-B, M
(e ik M AT A AN 5 F705 % E i 5 e TGF-B,
ESEPE SIRNA B FER 20 AN 45 B3 R 21 2 41 it , R
FH RT-PCR il JIESE T TGF-B, 4% 5k siRNA ELR% ik
BN TCF-B,mRNA FIK M0, Ry 2 i 5 YGHR F A L
R T St . Mo R, 5 KT xB (NF-
xB) FERIG G AL B E e UE 15 @ A R B Y
YEM . NF-xB il 85 FH A (IKK) J& NF-xB {55 R 40
VR — A S R, Ye S AaE i NR I BR AR S
(AT BREE T 1 S S 1) A IKK—B 19 siRNA, & B H 7]
LA S 2 00 ) A0 PR ok A 2 i &1 4% 440 i i) 15 5, o R
RNA THEH ARG T 6 HR B8 i AR5 8 i KRR 19 bR
AL TR AR ik

2.4 RNAI 53 m & MRR IR HH A i 8 5
LRI EANLM IR EZ —, MEFFHERHALZHEIL
[ 2 50 R, PR O 08 4 0t 6 0 A= 104 45 oA G
TR B A 0 EEAF ST H AR, LATE BRI 9T %
B, 7 — R B0 E 22 B VR ML b g o9 A K
(vascular endothelial growth factor, VEGF) #{1A\ & J&#14:
AT R 1 22 8 1 DR 2R e SRR/ F B IR Zuo
SR A A BB X /N Bl VEGF - A 525 siRNA
F B S 5 A i adbe 1 /N BRI ER &5 B, & X VEGF - A
siRNA REAT R0 40 1 /)N U584 )5 AR B AR il 38 19 T8
B, FAE A T AR A8 TR T R & R R A 25 AR R I v A 1T
fit, BMLYREE"" @i M EE X OIR /N VEGF 4 siRNA
TP T AT 020 B e e B I A s TR A, R
#[n] VEGF i) RNA T 4012 055 2 B8 A 200 il OIR /)y BRUBE
RIvh VEGE B H T Ui 3 4% 28 (1 A 238, AT 410 a0 o i
B A LA AT, M I AR - 0 X T A I A 9 A Y B 3
PRUETH A AE R, TREH, EESH T -1a
(hypoxia inducible factor—1a, HIF-1a) #5% P£ dsRNA #E
M HIF- 1amRNA F1 VEGF mRNA B335, Kb
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R ERESE HIF - Lo FR 5 PE dsRNA P 4] B AR 199 5
Az I A AR TR B0 4 56 2R R IR SE T 3K — W A5 IR
AR 5 ORI B AR LA 121, RNAL BARAE y—FhBH K
FEPR IR 8 T B, R MR B A A P A T — 2%
FEPNAITRER R,
2.5 RNAI 5184 AR M BERT 1A sk
A B5955 2% ( proliferative vitreoretinopathy , PVR) J& 18 %7 1
PEHR A5 4L U5 A0 000 5% R 225 s 00 I 8 42457 AR, 08 o9
JE (0 2 b AN (RPE) Al 20 Jo 200 iR A 388 A4 i 4, 1
Y A fas S A0 ) T S T TR S T A 4 A 40 R 3 A
FERLPEA ) B8 225 A A8 . B SR G o T R VA T RE A fi
PVR HB & I B9 4L N B2 A7, (HAT 24 8% ~ 10% (9%
BIA PVR B R M &R PVR &9 (4 EL AR ML il
HRTE A KIESE (HEUESE PVR & 2R K 2 F0 40 i
DRI 22 22 1R AH 1 08 5 A FE 8 s IR 1 40 i 33 7 A o
KEHEF N RPE FIRH 28 5 240 0 1) 385 58 Fn R 47 2
PVR &AM CHER 2 BRI IR L v A 7 20 b
FIZEHTFIGIT PVR, L, SR BTIRIT PVR Uik 1%
BUCH RIS R G FE % W (integrin —
linked kinase , ILK) J2& 3T 4 e B & B0 22 1R/ 95 28 1R £
FI , 25 2 P05 5 7% T8 I, 55 A0 I 0 Rp S G 5 RS
BT GBS DL BRI TSR A O, SR ZEEE A A
A BT 1) TLK 2 R 4 52 P siRNA %% Y hRPE 41/,
3 siIRNA AT LA TLK HE R 9 22 3k, el ik 3 mp LA il
hRPE 21 i A 1 58 5 A% — 5 3 s iof ] e 8 A4 ot 12
Robo %% ( Roundabout family) f& 5 & B A 5 1 f&5F 5 I
FEHRK, FEAEME RGP R A HEEM & TR &
B EHEEEZEMN ., B9 % Robol fF7ET PVR 1Y
AN AL R b T EL R AT RE SR R T 2540 1K 89 RPE 41 i
o, Huang %5 {RHPSZEG b FH siRNA BHIBT Robol F2635
KRB RPE 4l 34 58 52 240 1, R0 76 G PVR L
WA IH T PVR BJE K., Robo T] B8R K F B 236
J7 PVR KA WH HOEE & 4545 40 204 K K ( connective
tissue growth factor, CTGF) BE W% {E VF 40 o A4k K 1458 B
1T BB LR A RO M AL R S5 T g, J2 TGR-B B T i
BRI B0 2 21 2T i Ab pE R POl B AR
FH FIH A CTGF RNAi 18 %5 25 0 7K 28 40 o 0. %5 DL s
FEA SR BRI SMER YL ARPE—19 4, 25 5 15 7 18 5 2 JaK
YeJE B ARPE-19 40 R Y CTGF 8948 1A /K - 1A B A,
ARPE-19 7%/ CTGF .FN MMP-2 L) & a -SMA H)#ikZ
2T, W5 R CTGF 5 51k siRNA GE 4% B 5 717
ARPE-19 AU (¥ 34 58 , X #] FH RNAi £ R #I | CTGF 1y
FIKFKIAIT S CTGF A ) PVR 588 Ak Py S it 138
YRR
SRE

RNAi VB — o i) 32 B BE T B A, vT DA s % e 5
Mo E A3 P ) ek TR, AT 4R E R, P,
LA AT B T T & J | R 2R/ 43 A W) 2 AT AT 5T
BT AR PR S R YT $R 405 TR B R FBE, RNAI
BARAEIRBL AR 5T i 4 T8 45 Wy B, W 98 34 22 FR T3 (A
D16 S ARSI 0 M b 75 M Sh P 5256 RNAT 2R 1997 800 J %
SRR T B — RS, HAE R TR LG RIS AF
FEGE L INE, BEE SEN TR R H 2556 3% , RNAI FE R

AN TRt RNAT FEAR K IS 56 B BEE 18] i IR, by HR
FHEIR IR ok BRI TRER , i A S U B9 A7
TR
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