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[Abstract] RNA interference ( RNAi )

is sequence—specific gene silencing phenomena mediated by

double—stranded RNA, and it can block gene expression at the level of transcription, post—transcription and

translation, with high efficiency and high specificity. The characteristics and mechanisms of the two pathways of

RNAi, including short interfering RNA and microRNA, are reviewed in this paper.
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RNA T3 (RNA interference, RNAi) JE&1FEAE
THYHR—Fl BB S, EEYHPLR R DNA
CPRTE . e R 7 Ft s s s A Y SE 51D 1Y
PRAFHLEL,  [R]7E AR )k 2o i b 1 A R IR 3R
RPN, BRT LR R RNA . S0 R
sl g (RS Ty ORI

1 RNAi fiERR

RNAi FA7E AP BEA IR 3 O XA it /)
T4L RNA (Short interfering RNA, siRNA) i&4EF1
/N RNA  (microRNA, miRNA) 4%,

1.1 siRNA &2

siRNA & 12 & 1 B 4% RNA ( double—strand
RNA, dsRNA) 5|&RY, dsRNA #f—7Ff RNase Il
F G0 N V) A% BR i Dicer V1515 21 ~ 26 bp K1Y

[(EE£mBE] BERASRPFEES T HE (30872353)

siRNA, i #f siRNA 45 5 £ Bl ( RNA-induced
silencing complex, RISC) B &1, FftS siRNA
JE5 HAMAHE mRNA 151 % RNA 112k

2 miRNA &

miRNA &% P miRNA J& EAZAE Y & 3
—KERFEMIERIS/N RNA (21 ~24nt) , Ef]
FHS I R R K. sy OUHRE
A) miRNA B A& G R Oy P B 1HE,
miRNA FEH R 58728 (pri-miRNA) 2 ZE4H
Jitd #% o #% RNase Il Drosha )%/ 5% 4 Aif /& miRNA
(pre—miRNA) , TEHEVINEIY)S, pre—miRNA paRd
B exportin-5 BAE Tt A% N %% 3] )t 5 b,
SR H1 55— RNase Il Dicer #F— 25 1) % p= A4 gl i
B miRNA. XA miRNA 5 A A R —i

MEREE ] 2R (1968 ~), 3, WHCHRESIA, BRoEib)s, FREIN, MR B9 RS EERR T TAE.
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BAKE, S RNA TR E ML 149

U RISC A1, M5 EE mRNA R @l E
B,

3 siRNA 1l miRNA B E5X 3

siRNA Fll miRNA KEAHLL, #2551 st
ALY RISC,  FEAE A 7 X B = AR KA AH e
P, RAIEF: (D 51 RUTER K IEAR,
siRNA JR12 1Y dsRNA ZAMEERY, T miRNA J&
A0 A% N g AS miRNA [ 56 R 55 St ok, (2)
siRNA 5#! mRNA B9 4mt X DL 5¢ 4 B AN X85
FEREMRHE mRNA, T miRNA W £ IR 584 T ANy
K5 mRNA3 E4 5 X (NCR) 45 A kil
mRNA i 81 7% (B & PUA B9l L4545 e 40
mRNAS'NCR) ¥, T A0 mRNA R E M.
R miRAN 5 mRNA 5581 56 4 B ANt ] DLRE fi
#UmRNA.  (3) siRNA X 35k [RI 3K 114 9] 15 2 B i)
By, HEEREMRIENZEIS, 1 miRNA BRitbZ Zhsn]
PLH Sk bR B R R GRS X & miRNA A [A] F
siRNA 95—, (4) miRNA 76 AR A4 Fh
) EL A T E A ST, T SiRNA R — A I A
M. (5) RNAi BAMRARIEHERTTEREY, HEE
T LN 2R siRNA 5883750 58 2 B AR, 11 5 Al
DL L 2l siRNA (1) #8356 IR 4] 1 ik 3k RNAL 4K
M 5 siRNA A, miRNA 58 mRNA F4IASE
S EAMEE, T AR R B SR R TR Y
YERT, B L 22 AR S it T AT e 200 &2
i, miRNA ()3 0B/ FH 7T BE Eb siRNA B A
.

miRNAs 7E84) . AN 1R 19 7 5 I i R )
TR EENER, 6EMERTLL 4 miRNA #7
Tl e, Rk, REWEER &I &H miRNA
N, ATLIZRAS miRNA, U Kaposi's RJRAH 2
S . SV40. EBV, HCMV. HIV-1 fI AKFL L0
e (HPV) 16 489K #" ", ]k miRNAs #iji il
i EAMIE R R, sSER T A SRR
ik, DIAE| gkt
3.1 RNAi By4HF
3.1.1 RNAi @FREKEHNERTHR ST
SRR AHEIE R A mRNA,  BHIEANHIFIX; RNAL A=
ass- AR
312 RNAi EFRENFRME SiRNA 5
mRNA (W25 5 P BAGIIE B ANEI]. 19 4> nt (1)
siRNA JUF-AT DLSE il SE R 3k, Tk
B —METFRR SIS, siRNA S35 LR - 30 i 42
LR T, XX siRNA R RIEW EELY, ©

A DLk A siRNA X mRNA [6] 8% 19 Hiflh mRNA
e .

3.1.3 RNAi MIFIERERIEZEESHMHE  HIXED
1 dsRNA 20 Tl REPD il AH B JE R () 263k, Mtk
Loy i, i FERPEDH dsRNA T LI RNA
i SR DUER R,

BILEL RIS & B, siRNA Al REJES
dsRNA BIHFRBR 519, 78 RNA MK RNA 24 il
(RARP) YEFHF, LI¥E mRNA NEHA 8 dsRNA.
B dsRNA 7E D icer BERIVERT . 24~ 14E
B siRNA, #r4E B AY siRNA XAl 3E A F R 1
. KPR siRNA ATLIE L R ISC EH59,
XFE AT DAFE B mRNA FEMRATRE. FEIXFl RNA i
AR, X mRNA B RS HED A B Y R
RNA i (TSR WS RE, B4 40 L
) dsRNA ARS8 42 T AH LY B R 1 2R
3.1.4 RNAi EF—TEWEZERN fEHEYH,
RN Ai $P] 3E R Feak 380z v] LAEE i 4 SRR, 7
ENGIEL kGt b i £ S e e 7 Wy VR 2 S
PMEE R A 2. X ULEH RNAT R ] BB LE
Y 5F mRNA FERE PSR EGE S /N T, BN
AL RNAL {55

JANT—HIAH miRNA 7> FARSAEAEE R 5,
RetE—Adifah € m”, Sl £ IE
ik, miRNA A DL i s Sk A = i i
KRN, BT A 2R A 40 0 #B 5L A 4y 1 FN 5 2
miRNA WIRETT, IF H AR 0y A 38 5 g 2 AR 1 2%
HF, A ] — R 43 MW 2 F miRNA. 53 SERE
YHH miRNA B REVE T 2SRRI, FrLd,
‘BRI S15 38 7 2T DU L)l 22 i (19,

3.1.5 XWFHERG  WFL 3P4 M AE7E W S5
BT TR, AERES TR N, R TF
30 bp BKJFH dsRNA AT, AT BOEA A RE
SEVETR A A H B2 RNA FE&f# s BRSO,
i 21 ~25 nt B9 siRNA /5, ATkt ERR S T30
RGN W, HREfR S Z P A0 AH N A A S
A% mRNA.

3.2 RNAi BI{ERHLE

RNAi (ERHLEIE B TR SRR R B 5h
3FIE, BREE oK | B SR R K AR KE
oA SR 5 KR IE 1) e AL ETR A
3.2.1 #HFKFEEEREINE (transcriptional gene
silencing, TGS) 5% 5% /K P BL R YT ER 1 S /e A
Y2 NA% L ELE TR R, TGS 1@t siRNAs A2 RNAi
ISR SE R Y 8 T 5 A ARk, (R R A 537
MR, SEERRGMCH. dsRNA 8L 21 ~



150 R ERKF#)

%5 33 %

23 nt /N Bt RNA B, X $8/N i RNA 4rF 7640
Jo T LA S 20 2B 11 H3 A9 3E R A Y DNA [ F
FEARO. X B R S F IR I (E 55 RNA Al
DNA 256654, 24 dsRNA &4 58 sh TR E I P
1), BIA A [REEEIS P80 A, DA
SR ETIRE, FECFWSLHEUIBR, WFESEAREDE
1. AL B GRS X, FEoRaedttT, (HAesk
SEJEACE LUTER. ZEmiELahaniarh, EEX AN
) siRNA 23123 &1 TGS, (BHEIHLHIA T 48
3.2.2 RNAi 25 DNA BEYLY HEHRIAN
RNAi W& —FpFE S AL RTTER LS, S5 5%
Yot IE AL, PIEIJE R ik, RAND /S 00 5 %
@RI PR % RNAL, B RN R IR N %
WA R EEALR. % RNAL fE3 5HNA
DNA H LA L R 2 )7 3 & A 2R st A% 24 A8 M
WFFE AL S 40 M 53 21 nt 19 siRNA 25
RNA 5153 DNA FIEAk, 0L o042 it Hp 287
FALEE DNMT3b Dy 8 i 47 20 i wp A 8 21k
fifi DRM2 AL, ‘&J&J& siRNA 5] 5% DNA = H
FALFT L TF 0. R AL 22 5T, siRNAs
515 DNA H3Efk, DUy @il & g, S
BN SRR B, X — R FR N RNA
7 ) DNA H I AL # 2 (RNA-directed DNA
methylation, fAIFK RADM) 081,

3.2.3 DNA RELHHEIER DNA HILILRAM
WUEE DNA T2 S SR T 25 4 B i Ge & A I
BERT DNA JPFIA LA 565, B DNA F SRS
Ml sk, AERF R RRE. DNA 25 F S kel fik
FAARAS I B sk, R R g e M,
3.2.4 DNA REWLXSHE MEANIERLN 4] DNA
ATFAR I RARIRAS , 76 1E 5 240 H ) Bhg 4 a1k iy
AR, JERZH DAN G F AR S A R
S ) T A A A P — DAL T R R R
Sl IX gl F Ak, DA T A e A 20,

3.2.5 DNA REMLFIREEE DNA FIEALERN
MARFE 4] DNA JEAI B0, fff DNA NEB%%
., DHRESZ M, DNA H LA ENC ol Lifa @
WA TR, BRI RTIE I Wist 42422,

3.2.6 HRXEEBEINE (post transcriptional
gene silencing, PTGS) HHj7EA % RNAI &
HURIRIFIE S, 3% 555 7K BT R0F 98 1
Z | BIEREN—FOLR. N E TR, AR —
BAMRE N IR, §GHORBY B . RN HY
BHEILAER. (D BIBHE. B dsRNA #
RNA fiff 111 #% F2 1 (Dicer) KM R 2 B K/ R
21~23 /> bp MY siRNA, H: 3" Imf 2 kI R

i, 5 SHEEEERILEY. siRNA 58 mRNA A &
B AIRIIEE, SR R TER B FF46 i E B AE
(2) ZVHrBL. siRNA TEANMIN RNA fif i it 0 18
T e e SRR A S, SRR S X siRNA 5
SRN—LERf (RSN YING . RSN . %
JEREFI [R5 RNA R E ) 455 E L RISC. M
HE siRNA i RISC [WTEZA 5y, ‘B ATP fflie 3
| RISC W& 4k, SR Ja i 2 el i e X 5 D) 5 )
mRNA, 52454 73F H siRNA 1 3' 5 mRNA 1]
FRUNT 1200 R B, WEVIENS T2 mRNA Fifl
RUREfR, CFSRMIERFRBZIE.  3) IR
BrB:. siRNA A{LEE 5] RISC ) & [F] J5 5 55
mRNA, T HAER 5155 RNA 4545 IF7E RNA
KA (RIRP) 1EFT & RHOEZHH dsRNA, #r
A ) dsRNA T 2 Dicer B V) %, T 8 B9
siRNA, JFFRAERH TH mRNA, Wit E . 14
B NI RNAG AR FE—2 ok,
3.2.7 BIFEAKFELEMTHRAFIE miRNA &7 #
BEACE L THepLE], R i mRNA R,
AR A9 2 P s SZ B, H Pt B A
miRNA, ‘EEH KL 70 nt () RNA 2B AZE R RE
HiHR, £ Dicer BE/EFEE K 2 21 ~ 25 nt AU 5
5 RNA, SHHCHEMAZE M miRISC &1k, K5
PRI 45 A 4 mRNA 19 3 oK o JE B X
(3'-untranslated region, 3'-UTR) I, PH (kR4
5 mRNA 456 AR AT, DTl #i3
AT

PR miRNA & AR 1E k41 B 9 728 BHLAS 7E &
B R, S AL AT R — R
HE TSN g FRIK. —FP & miRNA /EH T mRNA
/) 3'UTR, H5Z &5 H4h, BH 1k mRNA (%)
PR, PP SiRNA —#4F, 5% mRNA 454,
PR AR, AN siRNA 43454 34 mRNA 1Y
3'UTR, WI4%E miRNA BY/EF. X262y 220t /)
RNAs i i BEACE B 6l S PTGS kA, Z
J& HfE B E mRNA [ R fE 76 40 i 28
processing bodies (P-bodies) P #EFT.
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