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WG R R MR T fE E E NS R . E I PR A
TX s 1) 2 T 1 T Ao 4 Rl 5 i R T e Rk e s f T
BT B 259 R A 2 A TS M LS BB T I B Y . (BT
2yl = Fe S HOLECR AN RN 2 % B AAR 1 B ik
Fh AN T 2 5 R 2 0k 1 7 A . DRt SRR PR R IR
SFHBED BN — A2 MUy a8, RNA T4 (RNA inter-
ference, RNA1D) J& ¥ 51 £ 7 19 W 4% RNA (double stranded
RNA, dsRNA) /i 5: [[] ¥ mRNA R, 46 40 g 22 30 i 45 o ik A
BR RN SRR . EAEN — BB B BT R B R Ak
TR B ORT O 45 00 0 2 A% 400 ik IR R B B R 0 R S AR BT
PR, HETT T2 6 T D R85E B 41 2 B RR 9T K2
BT A5 G R AR VTR TR TR T BEMSE L. K
BARSNZIR F I L W RNAT$E AR BB A5 S50 7 il 75 75 & i) A1 5%
F AR IA L RNALEAR T BB R IT A 1 LA,
1 RNAi g {ERME

RNAI G Z A T AW b B & ORI A WTE A
RNAG [ AL 1 7 402 A0 ) WY, He i B 1T 43 0 o 0 1 4
3 BB,
1.1 EIpEB RNA i [l & % (Dicer #% B2 i) K #t ATP ¥
P TR P S A R B dsRNA P) 0 % 29 21~ 23 B3k X3 i/ T3
RNA(short interfering RNA, siRNA), siRNA J& 5 i RNAi
M ESI S ENTEE A 5 FEER M 3 Bk, 0 3" 4
WA 2~3 M RBMEER.
1.2 ZNiBv Bt siRNA §)— 4485 Argonaute W5 i 8 11 45
AL RNA i S UL B & & ¥ (RNA-induced silencing com-
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plex, RISC) , fK #fi F ATP, siRNA fif JiE B8 5 1F S 4% M T 38 3%
RISC. A it A9 RISC H Ay siRNA 7 Y 4§ % Waston-Crick i
FPEXT R 5 F IR mRNA 40 F E 545 & b5 A
sIRNAMY 3" 56 8 mRNA P75 /N T 12 B e i A B
1.3 ¥y B X — BB G BE4E  (polymerase
chain reaction, PCR) ,RISC 5 # mRNA %54 )5, L siRNA J2
XHE KT, 8 mRNA G BEAR . /2 RNA P RNA R 45 il
(RNA-dependent RNA polymerase, RARp) A /E FI T, ¥f B 46
mRNA F75 Sy WUk 6 /5 Dicer 4% IR Bl 7 0 H #E 47T U1 %), 3 3¢
#0 mRNA fREM™ . XAl PCR 6 41 P9 A9 siRNA 05 W &
BB R B sIRNA TR S5 FIRIRTR . 77 Az I R 3L
I o DA T S8 25 48 T Ko S IR kA A A
2 RNAIREWMFHEE

RNAiL BA PUF JLASEZ AR (DRNAIL & # 5% J5 K
1) 3 R 1 Bk (post transcriptional gene silencing, PTGS) #L %l ,
{54 KT U A RNAL R 2 3 03 €5 1k DNA ¥ 51 10 5 il 7
R 2. (ORNALRAEE M. 1998 45 AAT7E N £ Ry BF
FPEREM T RNAT GBS B AT A 8 R s 19 4
WHAT THRARVIE GERIEIRR) AT ZMEY . 4
it 3 35 F0 3y WS TR ) SIC B AR AIE 5%, sIRNA RJ KR 5 M st 3 i) 22
Bl Es B A P R A s, (3) RNAL BLA & B 1Y 91 45 &=
PE. dsRNA HFE il 5 2 75 51 A0 W 69 8 35 P mRNA, i 35 il
mRNA [ £ KR Z 50, siRNA BRIE X 3" b 2 A4~ 3 76 )7 5
TR AN B LR I A1 JH: A A B i 1 15 A% T AR 5 3 RNA
RO R I - EE B e . () RNAL H A 30 5k 5 2 35 19 &
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k. B Fm R T U mRNA B9 dsRNA A 52 4 310 il 41
o B PR 23R, T 51 AR IR FE R B R AR Y R AL, (5)RNAI
HA LML, siRNA 7 7£ RdRp WIERH F K& 3,
I 132 L A I L E S [ 48 B T4 B A% 3o A4 55 L i RNAG 9
AR A LRI T LU R

3 RNAIRRERTREREPHEA

3.1 $i & BIAT % 5 5% Chepatitis B virus. HBV) &Yt 1897
i WHO 38, 2 3RE B N B4 204 100 7 ASETF HBV R
BTSN I v R Ak 0 R MR AR E R4S R 2 0 R T
WK IS BRI 1 HBV, Kk A 58 R W] RNAL ] HBV R
R,

HBV 5 20 g 8 43 AUEE PRI DNA 43 B 1 — Bl
TERE A HE N O 706, ORE AL 4 A FR 4 T A& 09 T 0 Y AE
(open reading frame, ORF) , 73 3 #x J i S/S X, fif C/C X\ P
X X X, Koim s o £ xF HBV 3 R 4] A [8) 4 5 Xk 15
FHARRE I sIRNA YT f b 55 5% (1 40 i b % 45 1 847 10 410 1)
A MIMIEM . Yao VR A HBV P XAEN RNAI #1EH
B AL 3 3o 3 5 5% PCR (reverse transcriptase-PCR, RT-PCR)
EM Y T R R X 8 [ (hepatitis B virus X protein,
HBx) . & JF & 9% % 2 i $it Ji Chepatitis B surface antigen,
HBsAg) . Z BT % 95 7 #% .0 U JR Chepatitis B virus core anti-
gen, HBeAg) i) mRNA ik K F . 5250 45 52 /R siRNA i
B ST B R RO . Xin 241 % HBV SR 40 £
AR T sIRNA, 25 2R B8 HBsAg, Z R R 95 5 e PR
(hepatitis B virus e antigen, HBeAg) i 35 35 /K F ¥ &AL, A
HBV DNA Fi1 3t 4y 4] & 5 Ik DNA (covalently closed circle
DNA, cceDNA) 1 & il 52 3 B & 990 il . 22888 50 @4 C
KB I A5 DL A siRNA, B 3R H A7 36 5 20 RNA, 45 3 B R
HbeAg 1y ik U] B FEAL .

Hl. A RIRERENE ERAS S HBV & 4%
SEAE AR R HBV A ¢ By fm 2 &K Al RLA i HBV 19 &2 4l .
PLTE 32 B O 05 54T RNAL $iT HBV YR YT, v DLkt [
9o T 58 U7 512 14 TR AR D AR B [ A, 8 AP R4 45 DNA
454 M 1(damaged DNA binding protein 1,DDB1) & HBx 58
R HBV & 4% 5 5 D) 8 19 &0 7 W B 4 7. Tang %5
# 4% DDBL LK A1 HBV X X Y siRNA 3 e 2 40 g b, 2
FHE5R T HBx-siRNA # ] HBV & il iy 2 SR, i oF o &
I, PR 5 [A] YR 25 [ Cheat shock protein cognate, HSC70) £ 5
HBV DNA %4 il 52 5% 5 5 72 . Wang 20732 I RNAI £ R It
#HSC70, B F M 7 HBV 19 & il . i 40 i Py HBYV DNA
D B AR DG g 32 PR Y 3Rk AT HBV 9 &
i, 7T e A IR YT HBV R GE BHT 3R s
3.2 BN BF 5890 7 (hepatitis C virus, HCV) & 4L 178 97
RIT HOV e ittt — Jr ik BB G KT R alinterferon o,
TEN-o) FI05 B MEHEAT IR YT AEAS B RN K, HLR A 5026 1 /8
AEARAS W BT 20 L Kkis Fl RNATE AR HCV &y
WEFEHR AT T BAR A 45 51

HCV 5'4E & ¥ 3 (5’ untranslational region, 5’ UTR) &
HCV PR 2 i sy 19 X, IF Bz XSt & 7 1 A oy
% B AR 3E A A7 5 Cinternal ribosome entry site, IRES) , %f %% 75
B 52 1 RN AR BT A R R R AT D I 2 RO R IR X
BHAT RNAL, i RmEd raEmigh kR Emk -k
RNA(short hairpin RNA. shRNA) il fil IRES (1 4§ Fi /£ HCV
FH R AEEDY . Kanda 250 #H %) IRES [ d WA [ e T

FEZ R4 1T shRNA, ¥ £ 3 K 5 5% Yo & e 1a B HCV
RN Huh7, 5 20 i, £ 40 Ff b s 55 09 8 W 35 0l 2D
Khaliq 4" £ 3a B HCV By 5" UTR fricd & @23k &E A
(green fluorescent protein, GFP) ¥ 1a] T 5' UTR f#) siRNA
Byt Huh7. 5 4008, 45 5 W8 £ mRNA K& [k F 5 UTR-
GFP 3Rk 8 B KK

HCV 55 85 40 LA IR 45 74 IX 38t 9l 0k 7 O RNAT /Y
WEH A, Al 09 £ xF HCV il 45 #4 3% B (NS2, NS3,
NS4B #l NS5B) # 31 T 6 % 21 bp 1y siRNA (NS2si-241,
NS3si-229, NS3si-858, NS4Bsi-166, NS5Bsi-241 Ml NS5Bsi-
1064) 4443 51 %% Y Huh?. 5 40 . % 308 471 3 fg A 20 i
HCV & #l. H P /EH T HCV NS3 By siRNA (NS3si-229
H1 NS3si-858) T {5 955 27 ¥ £ 43 B F W& 58 % F1 88 % , 7E siRNA
YREEISH] 20 pmol/L i), NS4Bsi-166 Fl NS5Bsi-1064 % 55 7 11
M ARk 90 %R E . Khaliq 2877 33F T 6 X200 R 1 5 %
SIRNA, - FE MRS M AN R (1 3a Y HCV 5 5 bk 7 445 00 . 7%
Yu Huh?7. 5 45 & B0, 3X 2 siRNA %A% 0 38 B9 400 1 % 35
F 80%.
3.3 i A& S 55 # (human immunodeficiency virus,
HIV) YL 003697 HAT 3477 HIV S 0345 1k 0 58 Bl 25
BIEEA MM T BRI HIV IS BINIT R BRI IR T
PRI 1 E R L AHLAF 7R T 25 1 B ) 55 1 ) B, RNAG R 45 41
HIV &R 7 7 ok T8 22

HIV R WU IE#E RNA J58% . &H env.gag M pol 3 45
W FEH vi fovprivpu.tat crevitev nef 7 /B IEAY 5 K DL K&
9 B &2 1l BT 6 280 1Y K K Ui &2 )7 8] (long terminal repeats,
LTR), FR A 02 RNAIVE MR . RS0 55 R 0
i HIV B4R siRNA fE48 406 HIV 76 40 M Py &2 461, 4l
TR AR B 0 A7 Dave 07 41 X HIV nef 3% [N % 3t
SIRNALZ R B8 HIV IWE HIELE 3 d Z B30k, FH, BT
HIV 5 P 41 i1 B A8 5 KR 55 T 4 1) 9 75 2k P 1 siRNA 840
LA TE G CD4 A2 KR HIV 85 509 400 2 &, HIV 5
AN, 38 T 4 B 32 M CXC KR F 2 i 4(CXC che-
mokine receptor 4, CXCR4).CC # 4k H T {& 5(CC chemo-
kine receptor 5,CCR5) Wy 835 , [ It , 1O BR 410 M 152 1% 4l 1h =2
PR G B TR () 22 35 & AT LA R4 0 6 52 e A8 2295 75 1) S
FIA sIRNA $0 i 15 F 400 % 11 CD4 32 4 i 22 3%, 7T BA 2 B 1k
HIV R A RPN, (kT CD4 A2 44 76 A4 40 1 o 58 5
A EEIEE, B, B AR YT HIV B i #1485 A,
CCRS X 4t ffd fr) fo %3 T BEAS /2 6 75 19, (FE 02 HIV g 4 fify
W2 AR BRI A R R T AR Y HIV R 1) B 3 A8
I 40 MR A, Qin 25000 46 B F CCR5 fi siRNA S A CD4™
B 40 L CCRS BH 4 40 Ak 2> Sy RSk 19 1/10, - ek e
HIV (1 248 J B0k 20 R IRk i 1/6.
3.4 BUHARRRER BT WL B T Cherpes simplex
virus, HSV) B2 i WL R BB N KB 5 % HSV-2 )R 515 1Y
A B AR IS — B WL M G 4R B AG . 2009 4F Narute %00
CEER AN 32 56 vh iz F siRNA A5 20 30 ] 7 HSV i 1 58 .
2011 4E 3k = F U MR HSV-2 VP16 Al DNA I 4 Hi 3L 7
HIBEH A sIRNACVP2-1 il DP2-1) . 5% JH % 2 72 4 )i /b 52
I sIRNA X 5 &2 il 09 30 . 2¢ 56 & & RT-PCR Wl &
SIRNA 5 7 # 2E  mRNA JKSF B 80 . 45 1 28 siRNA
VP2-1 il siRNA DP2-1 {55 #£ 3% B [ IR 20 1 S50 9 siRNA
VP2-1 {fif5 7 VP16 mRNA /K1Y )5 6 h Al 12 h 43 51 %
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% 58. 6% F1 79. 5%, siRNA DP2-1 {ifi 5 # DNA £ 5 i (1)
mRNA /K53 B FEAL 59. 8% H1 77. 4% . %550 % W siRNA 1E
s e A B HSV-2 i & il .

e N\ F, 3k 9 %% 7% (human papilloma virus, HPV), Ji:
HJE HPVI16 A J& Yo 2 5 Fie & A b B & 1, Hop
HPV16 &R AL E6 1 E7 (¥ 4 5% 8 1 76 4k F5 5% fb 41 408
PR SRR P R EEMNMEM, 22 K057 4% HPV16
E6 JLH 7513 11 shRNA, SR J5 44 gl 50k 2 3k 40 4, 0 3ot Jig i
VR B e 5 3500 CaSki 48 i bk L 25 5 R HPVI16 E6 flymRNA
Je B 2RI FR 4 Bl 89. 5% A1 98. 1%, 3K R SR
fb2F A R ) HPV16 E7 ) siRNA, % HPV16 E7TmRNA
FRMHIRIE 75%,

WRIZ IR B (measles virus, MV) & 515 JL # 2 M B2 B9 9%
JEAA, HH HRRE AT R b L R Y E AR Y. R
EAELYE X Rab9 3 4 = W B2 B (guanosine triphosphatase,
GTPase) 3 K77 9 5 345 WL sIRNA 28 Jig J5 1A 32 5 e =l 9 2 1
% Vero-E6 Ui #k, ¥ 4% 10 h J5 B YL K2 %% 7% Edmonston, il
o T JRE S 0 A U0 SRR 92 9 B U L, 95 2R s X JRR 2 0 B AL
30 ] % Rk 9026, B B IE /N AL T A B 1] Rab9
GTPase B [F ) shRNA, 4 4 shRNA ik # A, Hxb BRIZ i 25
SRR Sk 905 L Y,

4 FEMENASRE

OB, 7 1A A5G 37 4 B B ol ST 0 3l W B L o, R T RNAG
FORIGYT I B A IAT T 4 AT B8R (2 RNAG AR ZE
S 5 1 K L B — L6 [ U Ry R . T ST R )
S WATHE A RITE A B sIRNA 5 BUZE 4 w8 S AR N 1Y
PR M 5 HOR L SIRNA H A JBEHE RN » sIRNA 19 3 Fif 45 57 1
B B 3% 5% W G T 22 2Pk 5 K AR & 7 RNase A R
TG L SIRNA FE AN B AR E 5 5 B, B AE A
] 25 B A . RV RNAL EORE 500 Tl IR e A7 78 F iR
[B) R, B 28 35 AR A L Bl 5 X RINAG HL ] A9 3 ACBIE 98 Rl RNAL $¢
ARAS W 58 3 5 E — € T LA E T 0 B 1A RO
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