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Abstract

* RNA interference ( RNAi) is the post - transcriptional
gene silencing based on sequence-specific degradation of
mRNA, and triggered by double - stranded RNA. RNAiI
technology is widely used in gene therapy and research of
gene function and almost become a standardized technical
tool with very broad prospect. The eyes with immune
privilege are very suitable for the treatment of RNAI,
which has been widely used for a variety of eye diseases,
especially cataract. This paper briefly introduces the basic
principle of RNAi technology and summarizes the recent
research and application of this technology in cataract.
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RNA T4 ( RNA interference, RNAi) F&— Fl F1] F X 5%
RNA 3175 5[5 U5 3 A i mRNA 155 %00 5P W i AT % &
BERIGHE N UTER B4 . RNAL 2 A 7E T s 1k
W RTEEAL AR ST H B R IR 4 B 4 S v B AR L
il . RNAi AR A JEIAKE BRAER B k) e
TRYT AR K 1 B R A RS 2 R i X RO
RKILHNIHE T AN 5 s A A Kb L A
DAY 2 5 L) B B 5005, RNAG AR 7E 1 1A B R 56 47k
FIRIFFE A0 A T V8 22 A0 GG BRAD AR B FE 5T 5 T 2
Foft 1 P R S B9 I B TRA T . AR SCE A 24 RNAI
ARG FEA TR, I X% ARAE N B A 58 0 S k1 7
1 RNAi B91E R #L %I

RNAi J& A Wyt At 5 b oy T SR AR % 56 R k3 A IR
WREE R AL HEP Al 1E 7 & B TS i) — R O AL
J& T S JE S TR L 505 . RNAL FAR SR A 0 5
A P TR S SE DREL A A ) 5 0 0UE RNA L, XUE RNA i
A4ifG ,—J5 15 RNA RZFREFASS & , 9B U) AR 2 bk
B2 A/NT4E RNA (short interfering RNA, siRNA ) [/
B X — i BB R TR0 R S B B ; O — T I AN R B 7R
FIE R RZIREEE &Y, W G454 5 siRNA TAMY
mRNA, $4AT RNAI BRI T RE . S5 LRI, 2 B R 2
G YILL siRNA AE 514, mRNA VE R BEAR 76 RNA R 5
FFE AT B3, 52 LA bl U0 A e A B A B
siRNA [RIFEEA A RNAL (IA/E T, 38 5 1 Fh 38 A i =X
JLIE, M P siRNA KN, 2 il T LR A ks
2 RNAI B4 &S

RNAT F AR 72 B T 25 36 7 02 R 3 A 9 F
38, LB AR — R bR AL AR T B 78 4 9 B 22 i F
SRS AR LA T R a2, RNA R B
Wik P, LT REI T BT A A A siRNA DA X 35 R S
IR IR, JL T BT A Y B IR R B 9% 3 a2 RNAT 90T
8RR RNAL B B Rk, 40 L 9 B RNAI i —
HA 8, VAR5 i G UK, siRNA 555« A4/ 4 ~ 6h
I 45 %A% B ARIY mRNA B % 24h J5 B RRAS DU 3] 52 25 9
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B EIE, SEG LR TR B AR, RNAT BT ER 0 5
10 ~ 1000 5>, P, RNAI £ AR B A 5 4 30 RNAI
R 5 M B A 15 2 3 8RR N A SRS PR E DR mRINA T H:
il mRNA (4 235 WA AZ 5200 5 Ak RNAG F AR JA g
P RNAG JE DR 33 B30 AT L e 40 it S B, 7 A T) 440
[ Z A Y AR R B AL 3 AR AL T —1K,
3 RNAI EE N FEHR B 3R 52 A

AR BRAE XS 25 P, HL G 8 0t , Al % 35 A 7 RNAG iF
FTIRFRIAIT ) PSR IA YT 1T LA [i) T BRAH 1 A LA
SEEGR T By R H At A7 [ A 3 R A TP, A RNAG
FE 30 A8 S L B MR TR 2 40 A AR 6 7 M RNAG R 15
PAK HE R T R B 2 il R0 R A 5, T R 4 2R
siIRNA BN, S fF 9% JL 3L R m bR 4R (It T8 Z2 a2,
RNAi 78RR 1 AF 5% 4 v 7 10 o 68 fik 25 15 2 1 457 149 Bl
W68 DR S T A S AR R & T AR R A O
MR R e R A I A AT ST, TAE R 7
F PR BB A S ST R AF 58 18 L R 32, I LB T AH 24 1)
ST, BT, RNALTE P BEE A5 07 1) £ 2 PTG &
P PR B DRI 1 PN I L A I A S 1 P
BS1IRNAIERAMANENNER FAMEHWE
( posterior capsule opacification, PCO) & 48 1 P & i B A
Je 5% BB H K R R IR R B 2 40 (lens
epithelium cells, LECs) Wary M EF IR, I AR R
FIBL R AL 5 | 1 R A J5 IR, PCO Y &A=
5 LECs my3858 ) I 57 [6) 5t %% 434k ( epithelial -mesenchymal
transition, EMT) 25 Y] AH ¢, J& 7 3¢ il 3% 55 40 g 4 FE
(extracellular matrix, ECM ) J:[a]/E B 255, PCO J&EH N
B A7k B A 5 B L I A0, R S EOR G L)) IR %
M FE R, H& AR R L AT LUK E 100% . R
BRI YAG #0667 X iy 2, (H2 X5 F Pco &L,
FEAEAR I Jey BR A 0 3 2 F 7T i

M PCO &A= A MG 17, LECs &4 EMT )
R 2R RIS ol PCO &4 & R ) 32 By
LRl WM TCF-B R ELAE T R 1 He 40 B4 Pk el 28
H RS E TR T, 0T LA S AN EMT 945 B, %20 A
AR EAR Ak R RS AT R T S AN R S 2y
THE T . KEWFITFISEE I RNAL £ AR X LECs
EMT F1 TGF - B 15 7 38 % i BH Wr ik 17, 8 m] RNA T4
Snail FEH AT LLAMH A LECs W i TGF-B, 5 519 EMT, X
— ZBNBIR PCO 25 5 B 5 ST A0 JEL B Fn B
et T LECs HiTEk Smad3 B9ZEIEBHIT T TGF-B, %)
LFAEE R M T AR DR A (A S5CR , UK Smad2 13K
FHIWT T TGF—B, % a—SMA 4t il i % FNIEFE 5200, A7 3K
AYVTER Smad2 1 Smad3 BHWr T° TGF-B2 X404 5H i 7%
A ECM A iI52 0 . Smad2 Al Smad3 #52 TGF-B2 75
1 B YT BELIBT TGF —B,/Smad2&3 fE i By 11 P Fe
AJG PCO By & M AL, Smadd 12 5 i Y
TGF-B15 5 3 #% 1Y 3 #2, i 53 mir — 204 — Sp #E [ 4100
Smad4 [FJRETH T 400 EMT B9 8ERE 363 T PCO 1Y
He el & B —Fh g A i B T W F13A 7 PCO B33
H5 Bitl , 520 H L B Bitl A2 T a-SMA S HITGF-B2
Fk IS 5 M EMT 59 & 4 i 7, 24 H

RNAi FARPIH] Bitl AFRIAET, & LECs B35 iR A
EMT 532 2 BRI FIH siRNA #0511 sh ¥ & i d &
U RS, M T p70S6K Fl AKT 15538 #%, LAl LA
AR LECs BYHE5E 24T F EMT, 3 JUAHF 50\ O 76
R MMAE AN siRNA A G206 LECs A=K F1 EMT (WA
W, N PCO HAITHR L T —F BB T Tkt
oAb Y 40 M P RN AR K R 2 RNAL B R R T
PCO [ #4 &, 2T 4 4 B 4 4 [ F (fibroblast growth
factor, FGF) W] BEAE PCO Y & it v SR 2 &, IE W
1) LECs 7€ TGF-B 1 FGF, B G/EH T, H EMT s B i
TR fE S WAE SR FCF, 5 S0 ERK 15 S0 T I LEK
X TGF-B 1 57 W4a , DT 5 | 762 200 Jf 3 B8 1) S5t
ik EGFR 9 siRNA 7E 8 14 7K P51 LECs I3
J2 K R F 324K (epithelial growth factor receptor, EGFR) 3
SEIRAG , A RO LECs (B 845 40 i J& 30, AT 35
FFBG PCO BIFE T, 4, E-cadherin , N —cadherin F1
B—catenin f£ LECs %43 {L A EMT s 2 v 493 7 22 €51
E-cadherinff) siRNA 5|# 40t E—cadherin Fil N-cadherin
E‘J%%ﬁi%ﬁﬁ%ﬂi, B — catenin E‘Ji’%ﬁi&ﬁﬁpﬁ, I 52
E-cadherinZz: 5 LECs F)%% 431238 14 521 N -cadherin A9
FGEME R KLF6SVI f siRNA B2 LECs 1 p27
(kip) 7K °F FF /&, PCNA & 35 3 2>, 5 X B8 20 #H t,
KLF6SV1-siRNA%E YL (1 4 Jf 7715 GE 7 B A%, 40 A 3 7 =2
Fmg
3.2 RNAI FEHERRIEB MBEFRAIRL A WP T B
SEARE EE AR R R R R R R LT &
i 22— o BUBEIRMGTE F1 P4 5 25 40 R A 2 4R v A T B A
it 700 T SECAR AR A 3E LE 1 S 4 R 2 R0 A O T
FEASZ A 1 W PR s 2B 3 80 A IR O i (46 11 o8 e
LI G 2 ), 2 Ji 0 2, — S I0BE 428 1 AS B 1) 1 R s
BE LT Z 2] TR i A A R A e S AR
B BT T I RRE . XA R, A A
xR 25 TR 2 5 W)W s A 3 RR PN R A8 1 T RE M
M 0 Do g i PR 326 7K S 1 T s B DA Sy 2 PR 1
Wz R AE R R R A 8 7 v AR R R =
HH (1 e R AR T A R B RO T ) SR, T B A
DRAARTR b A S A DR G A A DI T bR Ak i 1
FNFEES B G5 2 56 B2 RNAG H A 8 R0 7
DAY B 14 B 5 B v A ) T AR A Rl ) T 9, A IS R
— BUREWHIA )Y siRNA % e A2 RS ARIAR B Bz i
R BAZ TR T L R AL A0 i v 1 A I ) 3k | [ AR A
JERC R S 70— 2, AT 40 P AR A B N —
KB (RS B e K - S A R T, e E R TR
RAA b Jz 200 PN P AR S A RS | S THUAIF 5 R s PR s 1 1
PRI 8 1) 75 9 BRI 0 JEL 1 A AR R P T 3 D 11
SIRINA A4 FE B 40 I i il ok 1) R R, JHG 3 PRI 4 28 43 i
7 E ) B 40 B PR I 90 % 1 T A4S 5 0 Rt Ik, A R
S, FE R R BR IS T I e S AR A (EUR U 3 HLM:
PEEBAEIE T Pk, I Hix 3 Rtk sh a8 R eE LB G
R, MRAMSZES B 25 R F BT, 5 B AR R KRR ROIR A T
A D R SR DR R T BE IR o S S UR T R 4R fk
L ST N 3% — & BRUE S T A S T e M AT
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DRARTE IR A TR AR T, JTH8 0 BN 40 S5 it 1 100 o) 26 70 7
PRIVE F1 PN B e & 4 AR Y AR 5 A A AR L 5T
o R sIRNA $72 AR Sk A LECs &4 8 UG Y 635, 1K
1) 55 T A D AU o) R0 A [ B R, o Y et TR
TGF-B,/Smad {55 HAMfil LECs 9 EMT 372>, 7K
SR PR P P PN BT el R v, T 30 Rl 11 0% 1 AN
LI AR Pt e 2 e LB B ) 7 A A O I S AR S i 8k
B AR 5 R T RS AT O, B DRI T 1 N B T
B AR AT LB B SRR 5 1 0 AR D B s,
HAIRIAR N bFGF FII TGF-B 7= A Y38, L S i F A5
53 AR

3.3 RNAI FEEMEXMANEMNA RN
BEALPERR R« AR N B R 2R R R G E A TR
riRAAR AL, D IR ZS AR TR D i — FhaRATPERG A . A
PRAA L Bz 40 M A 08 T R R R A R R R e AT F
FEIN R A LR B E S FLZH B 43, 4n B 3 AE e | = 1 e A
25 JE MU A7 451, #0154 % AH O PN B O B AT 6T
RNA XFAF A 5GP 11 N B 0 AF 52 42 v 2 11 P B e A B
BT R T AH 5C BT B9 P04, 43 S Ae e A MR P 2 4
WA ERERFN MsrB1 5 K B4 siRNA 53 LECs &4k 0
YOS TP BT D R T R 34 T, Caspase—3 19 9% £k 11241 Jfd 94
TRt IEHEIS , MsrB1 76 LECs (9835 S04k 18 J5 - 7
I A W R 7 T R HE A JT L A Caspase-3
)T P R 3 B A% T AR A A8 43 1 s 7 R AR 97 LECs 11
PR, HS PR T 2 S ORI A S P B B SRR
TEAERR AR G N B, Bel2 12 I F 38 & mir—133b By
TYEIME T LECs BT, mir—133b 184 58 40 L 54 5 1, i
Bel21.2 D) 4100 5k 400 B 1) 355 1, mir—133b 301 T 4 0H 1,
Bel2 L2 JSE 4 i 8 T, A Bel2L2 J& mir—133b [ # 3
B, mir-133b 1 Bel2l2 2 [B] 47 75 T )8 45 5¢ &, mir— 133b
A Bel212 F[H T4 LECs MIF7 3% AT, TUGL F1if
T2 F Caspase—3 7F 4F- % AH O 11 P B 9 i 48 1B 1 1)
FTR IR A B T mir—421 B3k 0] B S AT 7R 48
UV BBEHEIFHY LECs 1, TUGL Fll Caspase—3 LA M 4 if 4
TR A K B2 5 TR TUGT k4% mir—421
HZEI8 2 Ml UV BEABHAE S LECs T2, R, mir-421
041577 A1 PCDNA —caspase—3 AJ LLifi %% TUGI (¥) siRNA 5|
EHMMIE TR X 28 TUGL 18 it 4 mir-421 (3
MR AN E SR T2, TUGL #1 Caspase — 3 P
mir—421 () FLHEEARIE N D ) AN 78 6T siRNA #1145
PR BRI T A3, e 7K ST 8 PR 1 Tl A1 20 S 4 o
TIEH LECs M85 8 H B M AR IR A S Sk T e & =
0 LECs P85 8 BG4 i 3t 2% Bl 22 T >F A 2 4 A PR iR
BA)AEG 2R 1 i 2 BRI | SR A0 L R P % B 1A A LA
FNBRRTE R . A IE 4 B D2 FLBEAI SelR R 47
FEHUTER, KB SelR 7] BE - P LECs 4B ki 14, vk 5%
P D=2 U 5 7S 114 420 F 17 385 R P J5iE 9 3 38 s I, IR 4
WAl A o it TR AE LECs RS BAE ), AR A ¢
PE P BRI FT R AL TR

3.4 Hftt RNAi #2 AR W HF AN EF AT LECs (1)
WA RRAARSE . AR, SR T Al iAE & )
REEXEE R THOEA MR, AU
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PLEA AT AR B LIS LECs B0 @& i f2 , B8
H I siRNA L [RIHIE 5 140 ] 25 ) 2 5 BELAS 1 A s 1
WD 16 5 A0 M ) M AE JE Y HERE RS T AT, X st
WFFE R BOE AR A S 18 5 40 D RE b G B 1) 200 i 42
BA 25 TR AT AR LECs @G>,
4 INEFNRE

RNA A S — i 80 56 A B BR B A, 78 1 A B AH O
U AN R I BT R A ET S AR, S Al A
PIAYT —FE  RNAL BRTEVR Y7 I T Y ) AR B
TSR LASJE PR B9 77 210 A () 25 3 8L, RNAG 23 ) B 47 5+
P RTICER 5 208 2R 28 G803 Kk, A5 155 it s RNAT &%
JO7 AR AR R 1) XEE D285 A2 S5 e 07 P ) 2, S LA AR PN T
45 T AR PR R K 1 I R] 14 12 B] 7 5 RNAT BOR Z7E IR
SN FRANNE L e Sy S8 b AT, B R L B AT AH 24 Y
PRESAE, [HJE , RNAT TS AN — R if 52 56 DA S RE AT )
TR R i — T 4 DR R 7 A R A2 FI SR, AT
28 1 P TR D T BIF 5 R RV 7 SR B 1 R
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