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Fig. 1 Suppression of RNA silencing by TrAP ™
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DABE SPVY FE3FIAN [ 1 = v 1R 35005 g U,
I Ah, Li S UNAE S A0 f b BE AT 0 L R 1
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RN D, AR T — PR

Table 1 Identified RNA silencing suppressors encoded by plant and animal viruses
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ST JE AR P2 A dsRNA T [ . SR 1T fH T RDRPs#k
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J, A XS T AR A BE (K HeLa 41l fd 26 42 5 66 2K 7 48 95
B, AU AR R DO SR 1% ~3%. i ]
RNACERE 21 740 f 2 2 WK E . (H 2 1%00
B 1] DL Ik siRNA HE X 35 P nt #5558 42 i 26 %
SIRNAN SUTERAEH . LSS HUsiRNATTER RN 7E
BRI GPJE30~40 hW BETTH L. Il &t — 24
S3HT 7R, RNADTER TR P 510 3 DXl sl L X 33"
ity (1) 15 5870 R RO, i, X EG T U
P A LA LS 05 25 8 R siIRNA B S 46, 80 i)
HIV-1 [ tatalnefHE A [A]FF BT HIV & K415 91 1) 58
AR 11 P BUHIV- 1R RNAJTER (126 3620,

LiRNAJG TR AHEL, DNAJ 55 11 3% 8 20 5 A &
SE, BRI SR R AN 1x108~ 1x10-/nt, K i ie 4>
N 1A R IUDNA P 238 Ik B 41 1) 58 A% 1y 16 16
siRNATE S HERIUTER, SR, Bl X HBV I — I
WS Bon, DNAJE 35  n] DUl i 5848 (1) 7 5
PEIRRNAVCER. HBV ADNAWGE, A i FE
I ik — A RNA R ] A4 HLFI 95 25 2 5 19 = 7 3¢
. TR R R = AR, 7ERE M HBV K]
Y75 HIsiRNA K 77 F S EHBVEE K476 2 5 H
POKESRAS, Hr{EsiRNAE W HBV [#)s1 L K5 S
RNAVLER B Firh, SEAR R A MY A R HBV H A7
N A2 M. LS IS FIRNAYE 75 52 6= 2B i o8 48
B 777 ZERN AV ER PR,
2.3 J®E/RNATTSRNATEAHDH

i3 975 5 A1 92 95 2 08 1L /N RNA A 5 05 2K 300
RNAVLER AR, H A5 A &S I #5 (AdS) O & bl ik
TEAE A AR 12 N T N RIEDRNG YT (1) JE AL AT 5T
HAlg R TT 2 AdSHe s A= [ AE g A5 VA T RNA
MVA IL RNA, H B 5 ] JB 5 26 8L T miRNA
(microRNA) - 2 45 4 (1€ 2). f/ERNA UL ER i 72
shRNA R 4 Dicert% [ g ) 1 5l 7% 1 siRNA, AR5 4

RISC[1] 5 4F H] 5 ¥ mRNA H #h 45 & M 1 £ RISC 2L
fif mRNA K 3455 R TERVE K, RISCHI DicerfE
RNAJUER S FE H 9y 45 2 OCE Z A B4R T, VA
I VAT £ Dicer/i )31 ik A7 35 1 1) siRNA SZ B
LRISC FiDicerZ [AIAHF AR, JCILAIAE K 56 4 2
J& 4 55 Dicer g AH 25 4 M [ A1 A1 BH BT RN A YT ER &
ARG KR E R A, VAT RIVAT 245
Tk, MHIRNADUBR 2 SR B VAL R 2RI BH K
T PRI, e T 9 BEmRNA B 1P PKRIE &
JEAE IR 75 52 50 5 30 1 dsSRNAGE 577 4E 2231 Cullen
SLPHRIEVATHIHIshRNA TS FRNAVUER, (HA G
i & %I siRNA 5 2 RNAVTER, VAL 8 i 0 75
shRNA 1z i th #% . 3¢ 4 45 & Exportin-5 8¢ H 4 5
Dicer 45 445 )7 sSUHIHIRNA VIR L FE . WF5T &M,
95 TG 5 77 A 1 LA miRNA AR AE K] /N RNA, 2
BIRE P96 BB G A B A RN AT ER 16— ol ok
MU e B i R 1) g R AR 5 77 51 E3L
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Fig. 2 The secondary structure of VA I RNA and VA I
RNA &
2 VAI RNATAIVAIL RNAZZ 454 =
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IC40 M W RNAJTER () 2505 . BFFUR . e gl Ly
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PESUERUA A 5 D BsiRNA,  5e & FERNAYER
ORI R B, B 8 2R 40 i 5 ADARITL I
SIRNASS# 4h. N ATl i Lt ADAR S A 724 1Y
A TR K BT 4 D 40 0 sIRNA T 2R 50 366 DR (1 2%
ROUHT T B PUBR A R A R
ADAR % 4 J5 dsRNA 5 Dicer B (1) 355 #1 )~ &,
Dicerfii A 58 VR i 48 J5 14 7> 51 I 40 il siRNA TR 7
A, H I AT HE N Dicer i i LLIX /25U & R
58 4% 1] dsRNA 1 H. 4 5¢ 4= Waston-Crick fic. X} 1)
dsRNAP. A7 S B0 R0 ,  7F adar 5 PR 2R 1) /N
R B 2T 48 41 % siRNA A 5 5 R TCBR 1) 5 R L B 2
RN YTER R . KEF L R s s, AR
ADARILTE W FL 3 W v A5 by —Ff 40 Jifa D17 7 B 761
siIRNAIZIRE, W1Ap194 11 Al FEAIKsiRNA R < B2 DA
N UIRNAVCER IBCR AL, AR T ZALH] 5 ERI-14F
I RNAVTER I HUAS ], 5 & —PoRs
PEBEARSIRNATIZ RSN . BWi ot o, 5
miRNA F /& pre-miRNA £ i A-IRNA 4 # )5 ,
miRNA & 2k F 52 2 52 m .o FL 7L 3 0 1)

ADAR-1F it % 72 B R il siRNA I Th e, M B
{ICRNADTER IR 24 % (K13).
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Fig. 3 Suppression of RNA silencing by RNA editing
E3 RNAZIEXTRNALEKAHD & 2
(a) K dsRNA £ ADAR &1 J5 /N BE 4% Dicer B R 7T 1),
38 siRNA 77 242 ) 20 . (b) siRNA £ ADAR 15 1fii 5 5 £
siRNA J7 3l /b

T A IE W, 57 [K AR 6 B (Rous sarcoma
virus) 1] DLl i HEAZ A e ) B B 3 DR A (1) O 4 i ik

IRSiIRNA A B 520, [/ BE/EHIVIR 3 RNAJE
BRI 20 97 28 B B iy 20 465 g 1 6 26 X5 s ] DA BE il
RNAVCER Bk . WesterhoutZ5 PR 1, HIVAH
A ) SR AR R I R sIRNASE 3 4101 7 38, ol ik
K% A 56 1) B i R 3k 3 RNA YT ER A 3 19 300 351 2808
T FLE A 38 5 38 HERNA 2K 45 F{f siRNA TG VE 4%
ITAEmRNA, MGV S SR W 5 RNAFE Y, fx
LAFHIVHE K2 G 52 RNAYTER A0 1 ] .

3 HIFIRNAJTERRR B Nz FB

HAl, RNAVUEREIAR O AT 3L
Dfert)— DB TR, AR AN A FH 0 2 4844 P U
774 sShRNA IS & B4 YesiRNA R 51k, AR RE
F b TG T A0 B AR I RNADTER I %, BAEK
FEACRNAVIBR 1508, H R e FE LG o~ s ik 4t
X B eI PR 1) siRNA SE A3 A M I G Ry T4
RNAJTER7E P9 25 LA AP J8 56 7 1 16 N & 4%
Bl KMREE, AATB U th— R 51 S K 2 @ RNA
DUERBLZ I B 4o
3.1 ERIERIR TR SR

PR R, BN siRNAFE [ HIV AR 57 17 51 (197
ROFARFAL, X H THIVIER A 5 77 R4,
i HIV 3 DA 2 5 AN e 1) 658 460 3t A2 LA S 35 5% 1) B A
SIRNAXTHIVE HI I EIE . Ak, TerfGPU
G RIA — R R IR0 s 2 5 IR 41 22 S v FE AR ST
[X $siRNA T HEMS . 12556 /N 4R FH A5 24 A
BIT R, B JE TR I A X Gag,  PolFllRev/Tat 5
SR 86 /IR S P A1 1M B 7 2 ANsiRNA. B34 A
[7] [ siRNA HR BT [A] — A8 3 25 800k B DL R34
ANTF] I sTRNASY 71 4 N 303/ 1] 12 s 2 28044
ST NAE R BRI 43 3 AN 50 5 e [ — el
M, T s A BAAIE T 3 A FsIRNAL 34
ARG SHEAT AN [F] sIRNA B AN Ay Horpr 2
— [P siIRNAFH LL IR 3N 700 G 2 ) T B H 1 36 A
IR, S5 R, — AN BARHE A 34 A [F]siRNA
F3AS AR Y 71485417 34 A [ sIRN A E [ 20/ R 57 )7
G ARSI L DRI U BR AR B s iR E AL, =&
WS, ULIE X Z AR T HE TR siRNA TR P
IFi) 280 I T 8 i s 1 S, T ELAS A e 2
A SIRNATHE B B e 40 i Iy, 5 2 8 RNADTER
(1) fig I AEAR A — BN ) py B v] B BELBT . B B A
SIRNAVTERFE A I A7 76 A5 RNATTER 1 S 31 A 251
AL A UTBRBR, A R IL £ NsiRNADT
R ] g 25 H R RNA TR () e B % % = .
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Nishitsuji 5520, F) F 12 5 15 28044485 717 siIRN AT 3T
ER 1R HIVIR B (HIV-1), {H & A AT THE ) (1) X 3 4
(int) MB35 47 2 (at) BE DA, 3X 24N RORTHIV-148 5
VEH A& 07517, HIV-1 35 CD* T4l g 3 K 41 v 3%
A THIVIR LN, siRNAFE [ int TU3 [X [ atth 5%
DRI -1~ A tat i s IR - e S AT 2 A R HT V-1 2 4. (R
e 0 R SR ) int 7] — X 3K 1) 2 S siRNAFE
Je & A K EHIV-140 g ivF,  BIw) o BEHIV-1 ¢ 48
AU AR G BB A) int X 85 7K siRNA [A] B 7550 nt,
BT A 5 3] 410051 7 A B HIV-1 R0 1% X 358 58 28 R HIV-1
M H . A R IAHE [ intATU3 X att [ siRNA %7
BORIPTHIV-T8CR, 1% 0571 0] 56 4 FHLINT% 5 DNA
SIS, RS ARY: FHAHESHZA
SIRNAREFFEE. A R = RAR R R, ol
IATWESE R I —FhPUHIV-18 5k, A% 15 4044
FIEPIHIV-1 I siRNAPR A4 Jeads 40 i, %%
JLsiRNA 138 ML T~ 20 i T N A4 P i 2 A 3 A Oy
R B S A L, DRI v 7R AR P AR HIV-147 HGT
RE AN MOiEAA, %MV OB @S, TTREA KGN,
M F IR 7T
3.2 7EHHBVH# RS

I RNA VLB AT 806 97 IF R ATY R A2 T il — A
ERFkik. HBVE —FhBme:, HAKREA3.2kb
43 RUHE (1 ER TR DNAJE R 20 04 1% . HBV 5 1) 2540
o= OCHE BB A b AN B R
DNA(cccDNA). 71 & 4L Fi 2 st Ik DNA Y 15 i
FH% P H AT B e 2 3 SRR AE I i cccDNAZY 1,
W LME N gt 2 D e R A M OB X, SEH
FImRNA. 2R )7 i Ik 7 2 K 4 mRNA 0 % 5% 171 B
DNA =, S DL AURE DNA A5 RCIE 3o o 27 2%
G A IEBEDNA,  f A HBV I N 414 2% =
BT BERL T I8 20 W 21 M Ah B FDB BE N 2R
A AF AN IR L (1 40 i 5 A7 K205~ 50cccDNAAN 73
T VFZ 9 £ W] cccDNA R BE ] B8 15 00 35 2459
PUVEAI TR RF S R E A 0. T HBVIAZ &
P 5 7 4 H ccc DNA K i) Hh i) 44 52 ) o 2 42 06
L, Bk, B LisFEHRoE, i ok g R4
B 1A) #% € A7 15 5 (nuclear localization signal, NLS)%
AsiRNAH] DL B 5 b sk 2> HBV 78 JH- i 40 A o 170 384
B, JFF B siRNAA] LLE 2 J1 I HBV ) cccDNA &
i, R BINLS A G4 B HHB VI 1) —FHTRNA
TR, T RESL FPTHBVIA T R0 M i 7 iz 24

B A% B R IR A A i i S A 9 AR T e

JIRRHE, Wl fge —Fr A M PTHBVIE 1, 1%
FAFRIH I 2. fEHTHCV 5T, Zhang
DO BRA R A U6 I8 31 R 4 1 1) 4 i
PRl La R 30 DG IC 2 (AR DG B 1 (& ¥ 5 HC VA
FOISIRNA, Z5HR I, 24HH 3L A i 5 2L
HCVAE Sl 40 M (R 36 5 e ) R B 12 S50 iF B
o3 B AF DG ¥ 4 MBS -t T USRS $0008 2518 97 IR 7E
R HH T 0 M PR AN A [ 7 AR A R
M ECK g, BRI R B A e, 4R 1M 12 S s 1)
1707 N7 o i e ST i R s AT R W
3.3 TEImBhEIA T R G

Ji90 B HE D A e s ] P2 ZEVA T FIIVA T RNA,
o HA LT miRNA K 2t 457 (8 4). 4 Dicer i
I R A 35 2 i siRNA G 7] 5 RISC Al Dicer = 4=
FHAER],  JCI AT AR 58 4 PF I A 5 Dicer i AH 45
B M B AR R BT RN AT ER & 42, 78993 5 8 4 K
HAEBIE M, VA RNARRIA FERNAYUER B35 %
EES, DRI I s 75 35 R A A 24N JE G S )P ST VA T
FIVA L 72 5 Wi B 75 204/ 3 RNATER 80% 1) B
TR F A SCHRIRIE 2905 B B YL 41 i 5 K
5 20 B Y PKRAHR ,  PKR AT % 55 [N 1 eIF2a 2% i
Ak, BEL T T A7 25 1 o4 ST BEL 1 B 52 46 i i
W58 VA T FIVA T RNAJE % 1F) H A7 miRNA 45
Fa T /NRN AT FH BT PRI (17, PRI i 25 /e
Yedi it f5 vl BAT R H]. WK VA RNAFE R B, iR
Jod BRI A M S Rt 2k 2 BAT S IRR ), (R R an
Wb ik elFAE. eIF4A. elFdg. elF345HE 5k K 1
(1% IR 1 1T R R A0 098 R A 1 2 53 TR ) B Ras (il it
A HIHLEE ) 59 PKRYE ) 25 0 BTG IR 5, AT A
o4 B 226 R ML A S Re 40 i P Ak A L A P
ANSZ A L SRS BATT 1 RIS ST T AT R
S I Re I IR R A TP, it A Y
HE IR EE VA T FIVAIIRNAMIER, T VAL
FVA TR FA) ERTJEHHIE, 45002 bp(K
IR B L 415510 500~11 000 bp 2 a]), VA 1
FIVAT % HKZ1160 bp, H 44100 bplf 741
ARG, RIBEVA T FIVAT AT CL— i, B
A B vE g il B8 e A A JE K GFP ORI REP (red
fluorescence protein, RFP)[¥JsiRNA, i i # AL —
EH AR MR VA T FIVA T X e G i gg 40 bk
RIS, IR S FE TR AR B2, 1B
B2, 0B ]2 B P [ I ) 24 R R A
PR A 77T AT AT 2 % miRNA R 45 1)
MBETFsIRNARE 4L, T miRNATE NI R 41 45
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Py Fp A ABOIR 2 A1, I 8RR 20 A7 [F miRNAZE
—ANFRILAER N A B ST TS, BRI TR
I s, AR U0 O A T 1 I miRNA. )
—J7 1, Z%miRNARRS ) BTHsIRNAE SR T
EWIAR H 5 miRNAE 22 0] KK $ 5 Drosha fll Dicer
U S B DI RCR, HAEGIshRNAKIEL, H78d i%
T shRNA ] 5 25 32 m RNAVTER B R 1 808 . B
ORI, ANAAAEZ FimiRNARE, FRA1IESE T HF
FU B K A P miRNA %, 4 W mir-30. mir-21.
mir-182~183.  mir-17~92 SEfFE 4L 4h i, I N ity
Kl I 3 T (WTERT) #2221 siRNA YT ER J8 AH DG 3 A
Feak, [ A P 2 T 20 M 2 A8 A T LIOGUER #E [ i
PO AN P AE X SE I AT A b, BRATTEE— 2D Wt 4 )
DUBRAS R 24 S AH OGS R 3Rk, i AR Ak 416 9y
ool 7 326 R OO BR FL AT I [ 280 24 AN [F) 118 o 5 DT i
KIS SER, ORI, Busm e om H AR AR
Wi, gE— PR a1 IR PR AL, WU
KWXAHFTRE, MR EARE B EAN
ZH.

—//———ﬂ—ﬂ———/H

hTERT-p siRNA siRNA  pA

Fig. 4 Construction of specific adenovirus vector carrying
siRNAs
B 4 #EHEsiRNAsH RERFESHREHE
hTERT: AZWHkumbiligfa s 7; siRNA: /NTHERNA;
pA: ZEA.

4 LHEFIRE

A2 SO FE 2 %%, RNADTERAE B i
VB A B G DL SR AR A KO E T R
FEAEH, B OO AR KR E AL ) Dy g i
PRIP VAT A5 5 TR A TR e R A B
A7 HRAH AN B AR I RNAPUERHLE], 1795 35 3
I AN [F) AR e A e T A S i, A AR
TAE RIS T 18 12 SR 3 Z ) 1) — FP Bh 28 1. 5
Ab, S M BEAE AERNADUBRAL ], X AFRAE
59 W RNADTER A W ALH, 7E — DA BOIRE T
AR TR S R Z A R AR

SR, B 2 RNADTER A AL Bl A7 i 1 —
AW, Bl i v SRR SR oy TR SR
PIRFIEN DURER, B AL B I 2b ] 45 45 4]
Argonautel, BETTHIH A U PEmIRNA A T 11 5L KT

BR, AR A AW I R e 4 LR A A )5 R 58 4 1
BB Sy Ah, RINATTER S RN N AN B A 45 T
WLy &, HArRNAVLUERH T-Hum b7 20
AEAE2A T E R . — 2 AT K 4y 7 1R siRINA 15 R4
HE R R e AR MM b R R 5—T
R L AT T 995 2 A 7 15 1 8 3R RNA TR 8 ) R HAT
I BEL L4 i

Ryt A 2 A BRI R 2 — N KIEIT . A
R TR R 2 — . BLH Hpol IT 24 J5 3 1 4%
[F)siIRNAZ LUl i it o 2 4 Bk . BUIR Bk 22
L Ko, ARG RCRAR . Ak N TR AR
B 18w TR AU S R T I SIRNAZAA, R
Davidson 5/ 7T 45 A W, 18 B 244 52 i H pol
11 25 3 A ¥ siRNA I R IE 2%, IF HAgh e A
A AERr e R HE G B0 M g g B X — R,
e NEE N2 AT A e BT . e B3 2R
Shy B F S DRIV T 804 [ BN 40 02 siRNAE [RVR T
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I8 HLIE DR A S5 R T AL 1, RS e8P 1 1 e 4
O A= NI 1= B Sy i 1 O S G e R R AW 2
B RT A E AR T R AR i s G OR K . ZDSS.
Ad-TERT th & A4 e (11— Foft L EAE e 4 g A A2
T AN BE AL 155 40 i P 52 ) PR B v e s . 3RAT)
LRI 1 ZD55. Ad-TERTH £ tH— R 516 i 83 47
BB AR I B, N T r) R DR B VR T
(targeting dual gene-virotherapy of cancer) 5 % 7E %]
VIR S0 b AR R I R RO . AN AT
RNAVTCERN AL HI BT 584 RT3 — 2 37 i 7%
g EMMEECR, BLACE IR A H 58 I &
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Mechanisms of Suppression Effects of RNA Silencing and Its Application for
The Field of Biomedicine*

ZHANG Yi-Ling, WEI Xu-Bin, CAI Rong ™, QIAN Cheng ™
(Xin Yuan Institute of Medicine and Biotechnology, College of Life Science, Zhejiang Sci-Tech University, Hangzhou 310018, China)

Abstract It is widely accepted that RNA silencing or RNA interference plays a crucial role in defending viruses
from invasion and regulating gene expression, and has become a very potent tool for genetic function studies and
some disease therapies. RNA silencing ubiquitously exists in eukaryotic cells, however, during the boundless
process of synergistic evolution for the host and viruses, viruses have gained capacities of escaping or suppressing
RNA silencing to make RNA interference sterile. On the other hand, some studies have revealed that mammiferous
cells themselves also could regulate the effects of RNA silencing, which presents the regulation of vital activities
under a more perfect condition. In order to develop the potential function of RNA silencing, people have worked
out a number of strategies to decrease the suppression effects of RNA silencing. Here, all kinds of suppress
mechanisms and application about RNA silencing were summarized in order to make people take cognizance of

the disadvantage of RNA silencing technology while using it.
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