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RNA F 4t ( RNA interference, RNAi) Bl % 218
X4 RNA (double strands RNA , dsRNA ) 5 411 it P4 1)
[ P8 FF 51 mRNA AR5 I d LR O G, DTy
SRR BRI R IR B 45 R G, R Wit R
g R B B AR HLE . RNAI LR ) 2 7718
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RNA 7K B B Rk 1y 5 X, WAy AR K R
FREEFEZENERN., BRBLIOR, RNAI A5
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1 RNAi By %53

RNA TR G 55 038 W 2] 1990 4R R4 4 4L
B D M R R 4 1995 4F | Guo 21 I X
RNA H ARBHEIZE Bt par-1 FE A F IR I, & BLIE X
RNA EA 5 X RNA [A#E AT DLl ik I R s 1y
EH . X—P% 5 1998 4E A4 T 5 ik, Fire
AN 2 BT B A9 ssRNA (single strand RNA , B
ik RNA) T80 par-1 3 T ER 2 R hy il 45 B4 5 VR
AR dsRNA FrE, A& Bk R il B8 4 7 Az A
Yo B n s e o B X A B 2 A 44 RNA T4
(RNA interference ) , fii # RNAi, 2001 4 Elbashir
A0 SR AR L B 40 P oW 2] T RNAG BEG:
MITF R T RNAT BARALE L 35 H 41 j o g FH AfF
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FITRITT . 2002 AEAF5E &30 RNAT RELEN L 204 240
R RLTCER H bR PR ) 258 5, RN AT HOARTT iR 1
TELEATRL AN, H AT, 9256 e HTRY RNAI
T E AL IS H R G /U T 0 RNA (smlall/
short interfering RNA , siRNA ) LA K F% e 45517 /N o g
% RNA ('small/short hairpin RNA | shRNA) f¥)J5kT

2 RNAi th1E F L4

RNAi (VERLE HATIEA T3 2. BT
A I RNAL & 2B IHLR BT 20 3 AN B BE . (1)
Je BN B « AR JE R G B 2 N T A AR DN 4
BEALEE A B 5 A4 P9 21 155 5%, 7= AR Y dsR-
NA #—3EE RNA Jiff 111 %Y ( Dicer ) 55 HI A% 21 ~
23nt B9 /N T 3 RNA ( small interference RNA, siR-
NA) ., 5349k, siRNA [ 5" 5 iRk , 3 difi by 12 3 A i
HAMWAAE X TR, IE5HE X ] /2 siRNA
HEA RNA FARHEATIE T, (2) %00 BBt : siRNA
5 PN R R 145 BT B RNA 5 i TTERE
A% ( RNA-induced silencing complex, RISC) , {H 1%
RISC 757 B —~ ATP K Hi 1 siRNA fif XUEE 1) 5
PP ZJEIE CBE RNA Bl E B ok, i Y BE
RNA &5 G E AW b T B4 A s v
HAY., BAEER RISC /T 55 I iy gt
siRNA 7751 %M 9 mRNA | 4% B2 P9 V) i 78 1 25
sIRNA 337 12 A8 5907 BoKs mRNA BT YI AL 21 ~
23 nt 1Y 5 B, DT AR S b A ) TR R I 3R
B (3) BBHCRBY B RISC 54 mRNA 454 )5
DL siRNA |2 865190, DL mRNA S B4, 7F
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RNA {#iT: RNA 24 ( RNA-dependent RNA pol-
ymerase , RARP) fEH T, 1 54 mRNA F4 745 Jy BURE
JE# PR Dicer [ Y1 #1774 81 1) K it siRNA i 15
RNAi BPE I E— 20 R, i 448 mRNA 58 42 %
ik, DT b 25 38 5 T 6F AH OG5 Y 26 5k 1
TERS
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ANRC Lk A5 FE AR, 56 4 24 1 0
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v B S R R PR A TR B SR R SRR L
WSO TER O AT ST BE R D BE Ry 5 R T2, K2l
REAH B PR A 4B DX (A 2 ) 80U 31 X, BAR
o) 52 1 7 2 [A)— Ja sl i Rk . IXRETERE
PSR A e 53¢ Y ) RNA JE R dsRNA 77/ RNA T
W AT H B9 BEAITOER , A i — 2D 5T H B BE A Y
hEe! il H AR R AT E L RKA, BT
DL, RNAQ REWE 7E 5 2 X 40 o A L R 4 A — e iy
TEH
3.2 RNAi EERERT R A

RNAi VE 3 i B2 A S P 7] REARR S b
T 1) 270 Ao R PR, HL SO 5 il 1 118 55 o Bk
(R0, BT LA RNAT FE IR YT 506 7 T 4 1% B IR 97 Jr ik
AR EIVE /N
3.2.1 RNAi 5t iR h 2 HE A AR H]
PR DR P 2 ] 4 S i A 45 2R, T 2R LB Xk B e
BEPAIEAT 0 i B IIRYT  RCRIFANBAR T RNAI
A LA ] — B PR e i 22 A ik PR AT — B[]
TR 0 PR SF 17 513X — R R BT, S0 X — 7 91 1Y
dsRNA 43 F H# 5 A—F dsRNA 3 1] LA 24> 4
DAL ] B I 38K 2 i S5 R AT AR Ry 0 A B AR X 7 1)
siRNA . HFIT RNAL X i 2R 47 2 AR 7 T2 24
T JivR S A R I 968 2 B AR DG B DXL (g8 Ak BT A
FREEDR IR R A DG TR ) L R 5 g i 24 BE 1A
AT T A5 1T AT 2255 2L MR I A8 A KA —
RANAE KB IR I 1H , U Zhang 25 LI 40
fsE 0 2R SMMCT7721 S REELRG M 8 {5 5 4% 2
FANEL SRS W) 5 (signal transducer and activator of
transcription 5, Stat5 ) ( Stat5 7E A %) 22 Fh ieg vh 9k &
MRk ) TEA0M R b sk, K U] RNAL A1
Stat5 Ji PRITER AT LA A e A A 4, L =5 S 4

BT, Qiu 251 ) FH 02 5 7 4 2 X I 4 P B
AR F (VEGFA) S H 9 RNAI ik, 5 A 45 H W
FEANMLG % Bl VEGFA 2235 WM il 5 , 45 A 2L
T A AR R MO EE DL B ST UL
B RNAQ 19 A& Bk B i) 32 DRYR 97 4 ok T v 2
2k,

3.2.2 RNAi 553 RNAi Z2HUAR—FP /N
T RNA /P50 R S e e AR L] . RNAG
REA% I8 o B 3 90 1) 5 7 19 mRNA DT 5 800 7 &2
BEEAMREAA D RNAL AR T &2 M T9%
R A HE SR VR I B E 2 T 2Rk
IR, RNAL JRIT B R 8 1Y — 2 -3 A 1E 4
Mo BIEETM AR, JLF BT A N 28 5 5 B 7
(human immunodeficiency virus, HIV ) g it FlJE 45 5
R 2% FYEST HIV RNAI JAYT I H0 5 O 7ER 4 52
—%L\dﬁgfu%\ﬁ& /ﬂ\:rﬁgﬁ% Hﬁiﬁfﬁ?ﬁ’ﬂﬁ tat \rev %
204 Sk B S Y RNAG S HRTC 208 i 5086
WEB A I AL 45 NF-xB ,CD4 #a b T2 & CCR5
1 CXCR4 45, FH 3K £ 73 (1 2 25 1T LAAS %5004 9 1
o 13 2 AT A e AR A AR TR Y MY
WFSTHIESS T RNAG 7E40 2 AT 2 6 717" (hepa-
titis B virus, HBV) 3T ( hepatitis E virus, HEV ) ") %
SRR VR . RNAL B PR B R IR )7
AT H,
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(theumatoid arthritis, RA ) 5& 7 IR L I HIL | 2 — & i
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FTHEREAN, A0 TR —ME L5t
T2, o K 4 8 T Mo SR SE R T (TNF) 195
JiE, YL TNF-o BB ST RERUIARTA 7 T i 35 D i
FIEARR T siRNA H AR DTG S IE R 1 2%
RN RA BRI L iz R AT, Wiz siRNA
TR 2 A R Y CD40 .CD8O AT CD86 A 411 il i Ji.
BRI R K A, B R AN 19 TNF B H
WIS B AT YT R SE R UTER, AT H ] Thi7 20
JLR) 8 A DA 035 /N B B R P SR R I R
&2 Crispin 2 i siRNA 5 AR AL R G021 B
TRHEHE (systemic lupus erythematosus , SLE ) i) T ZJiififd
ZE R R F A -2 (interleukin-2 | 1L-2 ) F 535 7K
PARLMKE 1 1IL-2 B8/ SLE B 325 0 S e i
HI2ERIL . RNAL HAFh A B e 1R T AR L 2
(B RS0 R , I & 455 EEAER .
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( Alzheimer disease , AD) J&5 & WL A 2B 1T HEER .
Xt AD BEATH) RNA TR OFFE i h A, AD £
BRI NI A TER PEBER AN 2T LT HE Y2 (neu-
rofibrillary tangles, NFTs) ' | 3 F) B B e ph 3 # A
BIARZE 11 (amyloid precursor protein , APP) 7K fif il Fe r™
A B TEMFEER I ( B-amyloid protein, AB) H5iR{TT
B, RNAL ERPHDR IR AB ik, Ho
FEAEHT T APP K fiff £ F1 K it o A5 BT 75 1 T (20
BACEL) (3215 5 HHAE I T APP iy k™)
FEARFIEBL T , AR BRAKF- 1) Eﬁﬁ@i&'\'@ﬂi%ﬁﬂ%&fﬁ
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AR NFTs, B2 f = BE IR AL Y Tau 4182, Tau 2
AD F55—ANRIT R Tau U XF T 2L 84
REAR I A AN AT DB i) 25 e — R I
MZRAMERR ™ BRI TE AD BRI /N I
HHEL) Tau WIS HARHESE (HA W SEAERE B 1Y
AD /INEUREAY |38 5 350 R 40 ] 40 2R A e 5
(cyclin-dependent kinase 5, CDK5) ( CDK5 & Tau &
WAL BT T ZL A ) SRBHAS NFTs i97=A4:">) , Br A
WIBFSEUESE T CDKS 3 ] 32 A9 UE 52 T 48 Tau £
RNAi JA97 AD RS AT AT
4 #  iF

RNAi B4 — 28 A0 A B W 58 1Y — R4
R, HAEAEY B 2= 7 T AR BUR R (B0 — &
S AR, U RNAL A ELARVE FALE] 6 28 04
eI B a8 i ol s b a g B S S RPN NP G
WIHAEFIRORAE . MRS RNAL TR ADFGE, RNAI
A BB Ry — Pl B R S 1) IAZ R A B )
BEPIRFHOR AN FITE MR HUm 557,
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