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2R EEHIRIT S RNA Tt
% OB N

(EARIMYE R, BAE MM et r |k, LW ERNAYE LR S, L 200062)

E  RNA T34 (RNA interference) 52 35 & 344 RNA 4F 374 Bl B AL B 04 £k, B mHER
4K (lentivirus vector) U2 S e R R4S T B, 855N RF A E S A EAfdE 52 amit, ¥
1% JR A8 Fo RNA T4, seifiilaipS-Lmied, Fruird R RLARG LA, LEER

R R ARG T 69H 1 F K.
X8R RNA T B

RNA T4 & F5 11 35k RNA 75 K 2 R e,
R EYEAL P IR ST BT AEPLEIN . BLAE RNA T
HEENEN PRI F B, W TR b R
)ik . RNA THHLEITFUR I, XU RNA 401
T M40 I RNA B Dicer BRAR K 21~23 ANFRIE K
/NI /NG T T-HERNA(small interfering RNA, siRNA).
siRNA & &— 1M E GYE I RNA B RUTERE &
YJ(RNA-induced silencing complex, RISC). RISC il
T BIEECX E A7 B A [R5 mRNA b, FFERr
SEAL B VIENZ mRNA, AT #0012 ) 5 35 D6 1 3%
L2, siRNA #1A 02 RNA THH EEHNY) .

B G5 B siRNA AERE 5 ME 36 2L 5h 4
S N FURSE DR ) IR, (HAHBE A siRNA R A 5)
el fpt o DRI IX M 5 VA A e SR ASE 1) RNA T4,
FAECZ T, PR &8 A4 sl 5 R 2 A 3t B 8 40 it P K Bsf
], FasE AR A siRNA W51, {H ORI A 8 Y 31,
YA MR I A, U R AR
ARG, R EREE RS —, H
TR R R, RR B oy SAAH RN AR 2 R4AR 0
M, BEF B G5 RS N B RERY. H
AP 90 2 W18 o3 25 41 RE A1 W L 30 ) 45 S Al AR e
Kk siRNA, KHHIZERRIE.

1 BREHA

W RS A Rk, R
SR ERAR, MRAH O B {4 (adeno-associated virus,
AAV)FUGI s vk . HoA AAV FIE5 B 3R (14 4
SEREYEH TR RAHA M, T H RS 1E AR
ARG, HYNHTEAEZIYIN, AAV =H#

PR A A5 F77E B AAV FUBRR T A A S e S
MTTHIES T AAV 3 GEEDRFED ., 185 2 A A
FAAEIRAE IR, B REAE K BB TRl 4 g P S R
KIRE I AMNREE I RIE RIS 5 RS B S S 1%
&EZ[S&] .

1897 2 LU 45 2 PR KSR R AN R RIS
. RS SUE OISR AR, SUEMHK
TR Y R A LRI IS NEHE R ) I8
Ho F TSR R B B SR AN LR A A 1]
AN ek i s 1 2 (HIV- DR s 8k RS0
B, eCHPER A, B R A Y. B
BN oY RENE SR AL 70 B UKL FT L TRV A T 3
PR M5 TR AETE B A0 R IA R H R A
R BLIR AR T AN L) (1) 3 B4 ORI L G 4
H, BURTAGHI B ok RGeS ER
HIHE Sy A H ARSI HIV- 11895 5 8RR .
R R BRI EE TR B T S U S RO, S
S T 973 55 B XS 4 B A 0 O

1895 3 B 1A AR G RELE I 73 A A L 57 4 40
SRR E AN Ak, B AR SR I M
TOAK BRET4E R A a0 0. -2 P e B R s e
T8 FE AR RO | TAR L B0 ik 18
TR B R IE REAE SE 56 B W) E PR 40 i H S IR AR A
MRS RIE, GIAHZRTT. MR o 4 F AT AL I 15 4
H@l[l3,14]‘3
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o ap———— s GFP 1A, SR BFSCIER, 1057 % 5 pkre 1
SRNA 2o N o W FL B 5 S0 B 5 LR 4 200 RNA T4k,

P TR 885 35 (9 1 5 0 20 P 3 1 078, B

@ - — - ShRNA FHESY, ZEARA AT A — RS
i T SEDIFE A g il S22

1 14K

shRNA mmrmo

SiRNA _rmrmrmr
Qal RISC+siRNA

[AIEAENMRNA A\ MRNANN
mRNABFER AN AAAA

E1 [1E8FmEN B RNA FHS

2 BRENFHIRNA T

18R BN T RNA T30, s Bi8mEa
PR BUR GRS A S RNA T HURE 5 ] [
BFEREEMIERMYE S

185755 8 RNA TR REBABERHAE: —HK5
AR L RNA Fljx X RNA, FI&HEEEA A
G AR SIRNA; ) — RN 556 &K = RNA(short
hairpin RNA, shRNA). & B &M, HamE
B8 A ZE A shRNA KIAHEL4L . shRNA
FKIAHE FEAFE: RNA KAE II(RNA polymerase
II1, PollIN)&K #1553 T. shRNA 45 #7751 UL f2 &
1EF. Hrh, shRNA Z5#4)7 5 i B B ANT 514
WA R, PP Z A 4~10 MR e e
S @R GA MG, K shRNA RIAMERE S
HETE F IR FIZH . shRNA 7678 X4 a5,
PABC AN HUBRIE RO 256, o Ia] P 51 U0 R A ZE 3R
GER) . EIRGERIATHE Dicer BEIR I VIRE, P4
siRNA ¥ #47 RNA TH(E 1),

BRAKBHENT RNA TIAMELERT
2003 “F. YEH SE7E HeLa 40 i F R A I (A 23R
41l ff(dendritic cell, DC) ™ KIESMNE LR AR EH
(green fluorescent protein, GFP); 4R Ji5 F1| H 1895 8 2%
A, 753X P D 4l i R A £ X GFP [ shRNA . 5E
e RE IR 755 M (HeLa 40 ) A1 -E 7> 2440 40 o
(DO)H, 18N T M RNA T EB A 7 M6

., W] LI RNA T-H MR RS AT B0 . 51 LA
GFP R #R45 B (18w #4044, [0 th AR i &t xt
CD25 £ [K f) shARNA(CD25 /& T ik L 40 ff & ik ) —Fb
JEZAR) . RIS B E R T Tk A s &
15 GFP 4 farh, CD25 MRiA#md], T Wk E 4y
Mo 2P0 ;. WAE AR IL GFP (4l fe, CD25 %
1 FH 4N 38 5 e ) AN 2 5 091,

3 BRENFRNA THHEINA

P B T HFIRNA-T-HERETE %2840 g A2 e 0
i) [R5 2 K] R0k o 1% AR ol 8 T 3k [ T e
T, WA ATREBCAEFAIT B TR, LUK E T
B AR EE RIVE ST J7 AT 50 B .
3.1 REMR

POEAR R ANAE YN TR 8/ e L b R (AR VIR TN
Fo PHBT YLk AR, BN AR H ok A2 v o
HABKRIE, 2NPURERERAAN TR #©
TIRBEM R HIRE o YRR, R Pum &
SR Z0R Y SO AR SE I 7 V. 1B RN TR
RNA TR AERE, B #H Twa/E L
HIRI 7 AP0 B R ZE RRIT

HIV-1 B Y R 1, HIV-1 R &R A DC
¥ 5P IGN S2/K(DC-SIGN), JE# 2 i#%A CD4 T #k
EL4if. EEE CD4 T kBl fG, HoE S 5
FEC T K BB B i BE R, B 2 R OB 4N
EBR, FFARLEBE ALK CD4 TH B, T2
K& CD4 THREA BB, H & FEWRA %%
BLEERI At . HIV-1 i 8 R0k 5 DC-SIGN 52441 45
B RIREER G R R P IR, ] DC-SIGN
ZARR RIS T REHI 55 S s BRI & S . FIH
1295 85 HATE JR AR 7R 10 DC H R IEEH X DC-SIGN
fJ shRNA, DC-SIGN ZR& 45 B B0 ; ¥ HIV-
1 %8 5K 1A 1% shRNA ] DC 3£155%, DC-SIGN 45
& HIV-1 7 85800 1 BE 1) K KB #Z DC Y
CD4 T kB gt ss, 458 55 CD4 T #hE 40
O HIV-1 YR B 2 LU B R pRe0, fafk K752
A& 5(chemokine receptor 5, CCRS) A& % 3% 41 fifl ik 1Y
BRI A, EAE HIV-1 95 B R ot b e 1
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Mo R ARE R E R i, 1890 spduii A 24t
Xf CCRS 1] shRNA [KJKiL, 4% CCR5 mRNA #
e MERRAR, FIRNZ40 B HIV-1 0 s e
PARLRLHENR

X9 5 [ 5 B HEAT RNA T3t fe ik 206 5%
FBHITHE . W HIV 7 3 A CHIE A gag. rev. vif
(RIS R Ko s e A OB E . g
6 BEEAAAE CD4 T bk B 40 B - Rk i 3 ANE A
shRNA, BERGsRiZ A MRt PU HIV i e AL fig )22
BRXTHTHIV-1 BB YA, 1893/ 7% RNA T+
Yo A T b AR A . A 293 AR A 1 54
At b, FHIS 0 2R 80 S U ik 1 5L o iR
1 shRNA KL, &AM RIS IS, i H
IR HE 1Y AT BE ) B B R
3.2 EEREART

Y e KLV B s LR ) R AR R G . 1
T4 B RE AT 25 S 4H B v s IREE 6] [0 6 LA /) RNA T
Yo, B S PR LR AL, T 0 T A A Mo 3 4
28 NFL3LJ819% B (human papillomavirus, HPV)/E 4]
HeLa 40 M B & F ) e 40 B B2 . HeLa 41 0
AARFTL G LN E6 F1ET, {HZ HPV & YLf#] HeLa
Mo KELRIKIX ML . 7C HPV E 441 HeLa
b, R AR AU SILER XS E6 RIET () RNA
T, JLTFoe R BHBEX R R )0k, Rl iy
s 2 R AZ B . if [ RE TR AR BE XN R 28 HPV JK
YL{¥) Hela 20 Mt AL A3 52024, 5 —Ff J5 s K (K] B-raf
(BRAF) #5746 o] I T8 ' B8 #2987 (malignant mela-
noma, MM). %) MM 4 fitd & KIE B4 A ) BRAF,
HAZAE Y8 MM 40 i & BRAF IR A RAE, 1M
HRABFRPIKERIK . HISHR B8 S50 =4
%! BRAF I¥] shRNA, fefg4fi L&k, Jf H BRAF
FEAR () MM 41 B34 56 8 ) g8 Es s T A B4 Ak HE R
BRAF AR MM 48 & 7 522 . 1 LR 40
MR AT, USRS S5 S R RiE i E 3
(signal transducer and activator of transcription 3,
STAT3)# K& R ILFIBFRR 1L . 7087 AE AN EREL
PREVESS AT M]3 R AL . W R ISR 4
YRTE 4T 41 H P #IA %6 STAT3 ) shRNA, 96 h Ji
STAT3 (H ik MR AL JL P4 58 240, M Hgent
XFEAL B AT A0 BRASRELE /IS b | R FLIR S 2o
3.3 BERAEER

FRLBE DAL 5 44903 A FRAN SEIADA AR 5878 5 S ) st A%
o IZPRBHE IR TPt A R R R AR, R vk

RAEVE . MW AEN T RNA T4, AefaE
FHIRAB IR P FRIL, FEMEWIE. DYTL ULk
H(DYT1 dystonia) & tH TOR1A(torsin family 1, mem-
ber AYFERIRAE FEI R R . 1B ) TORIA
BA5 ATP BgIETE: 28R H) TOR1IA AMEWAH %)
g, M ELS3ENE R B A RIAFER . Ak W
I o B b, HIS I B AR B EP T e AR Y
TORIA F]RNA 14, 53R 558 H TORIA Kb
FI, i OE H R (R R I B0 I e WU A Fr ik &2
PR IE IR, BRI L A I R A AL AE (am-
yotrophic lateral sclerosis, ALS) ) EUR I R 2 4
WAL 1(superoxide dismutase 1, SOD1)54%,
SRR SOD1 A HE A/ UL Bt% PE ALS - - M)
R, /R SOD1 JER R AR s5AR . FE %I A5
BRI I HE T N S R ok, AR IZ B p £ o
FILEF X9 SOD1 ) shRNA. &5 3 548 il
SODI1 MFIAH AN, L9004 3L ALS SEAR I I
B A% IE i, 1208 A R O S M TR 128

4 NEFIRE

P B/ F I RNA TP ARG AL 1%
KRR AN KIT R H TR0 e 2 S A
P75 T S A Al AR AR LA R #5- e s 1) N 4
PR, LSO RIAE ALS /N RUBEAL T, 454 SODI
JERH RNA 14, S ek gl il 1. 42
A DR R K Sh A B R b, A e 7 A TP i X
CDS81(CD8 11 IE L5 A+ [K 75 | AL 141328 Bl i A7 K ) 1F
ITRNA T 4iREP e o CD81 &k
HFEARIE 90% LA L, [RIE IS ) 158 5k th 4l B S el
NIEA MR ) TAERAR 2, i bR 2 HPV %
YL(¥] HeLa 41 M LA S £ MM 40 i o Y RNA T30, 1%
TR R IN, AR 4l Mo 7% il (sickle cell anemia,
SCA) AN AR M, Fte s 8 A5 X B 2k
BRI PHREARKNRE T SCA) AT
RNA T4, S8R B BRI R A BRE S 4wl
GO, ZEAWITIME R 185 S8 AN T RNA T
PREEREAE H e an B, b AR A U5t e b B0
SR RIE s I A A0 A CE P 40 e s ) 3
JRFAEN I RNA T30 T g (H 2R BXA Hir
BHERE TEZM,  Hoan s ORI 2 3o A
LAE, DLREE- . REENEH FRED
S .

HAR W AR RE 7 ), 2 RS B s
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N
RIR -

PR RNA T4, R/ R xR To i
%f PollII M3 3 3 7 BEAT & M vl LU % RNA T
. VIR E#ENF T (tetracycline operator
sequence, tetO)#fi A\ 2| U6 & 31+ = (—Fi & H 1 Pollll
WAHEI R B3 T), AN VYER 3 5t B8 BUE 1% 5 3
T BRI Cre-LoxP FRZE4% il Pollll 4KHi i J 51
FOU, ek FEE RNA T E K. XERE,
1BIR B E AR N FHLRF R NAFE R A RNA T
o

g BRTIR, B8R EFH RNA THEA &
FaE. FrRMEmMRE S CREEM ALY & K4
M. MBI B A, UL R,
SELARSE ) RNA T AR 2 TR E IR
W9, TEAE I ZERE YT F R B #6755 .
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Lentivirus-mediated RNA Interference

Xin Yang, Ying-He Hu*
(Key Laboratory of Brain Functional Genomics, Ministry of Education & Science and Technology Commission of Shanghai
Municipality, East China Normal University, Shanghai 200062, China)

Abstract

RNA interference is a process in which double-stranded RNA triggers the degradation of a

homologous mRNA. Lentivirus vector can introduce interested sequence into dividing and nondividing cells efficiently.

Lentivirus-mediated RNA interference can be used to inhibit the expression of homologous genes in different mam-

malian cells, both in vitro and in vivo. Extensive studies indicated that it was an important tool for gene functional

analysis and gene therapy.
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