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Applications of RNAI in study of the mechanism and
therapy of neurodegenerative diseases
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Abstract: RNA interference (RNAi) technique can specifically degradate mRNA, silence the target gene
and suppress the expression of gene at post-transcription level, so it can be used to analyze the gene func-
tion and study the drug target. RNAi technique has been extensively applied to various fields of life sci-
ence due to its great promotion. RNAi has got much appealing advancement in neuroscience, especially
in Alzheimer’'s disease (AD), Parkinson’s disease (PD),
ataxia( SCA) ,

pathogenesis and therapy of neurodegenerative diseases was offered by the application of RNAi technique

Huntington’s disease (HD) , spinocerebellar

amyotrophic lateral sclerosis (ALS) , and prion disease. A novel path for revealing the

in neuroscience.
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1 RNAi f{ERMHEFEFR

5, dsRNA -3 dsRNA [R5 5P A IR
Y] B ( dsRNA-specific endonuclease, Dicer [iff) {0
dsRNA [ 21 ~23 Aﬁﬁ‘@f{)ﬁ“&ﬂ’]ﬁd\ RNA RJI
siRNA ('small interference RNA) |, H A — 45194 2
MEH BRI 3" 5, — D BERR AL 1) 5'ﬁm o K, AE
ATP 2 5'F siRNA 24157 % -RNA 5 20U E &
¥ (RNA induced silencing complex, RISC) jt) fif 12 fig
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B2 G TR IT siIRNA BUEE, 8 HIE SCHE M RISC Hh
il SRR ke, S SCAE AN G W R AT R T Xk DA T i Az
FI|[F]PEmRNA |, RISC #94#% 2 B 7F siRNA-mRNA 28
AR 30K Z 12 AL DI H] mRNA, fiff 2 56 5%
FAF B BB M B B R B RO X
Be/]N dsRNA FEFIVE R Im) 251, 415 RISC 5siRNA
254y, 51 RISC XF Il mRNA Jffif . siRNA A AE
515 RISC YI | [F#HEEE mRNA, 1 HLAJ /5 19
1 RNA 454 JF 78 RNA Z 4 [ ( RNA-dependent
RNA polymerase, RARP) YE I T & W E £ #H 1Y
dsRNA B & B dsRNA F iy Dicer B %] 7 A4 K
ARG siRNA, AT RNAT 194 Fl gk — 2B 0Kk,
2K HE mRNA 58 2 . BT RNAL 9 4E AL
il B AR S s E R AR R R R E
PEGF AT AL P I TR] AT e B2 ATP (RO S5 A

2 RNAi EHEZRITHER PRI A

PREIBAT RGO AR — SN I TR 2 R 5
RTINS o 32 ZEAL 45 B IR IR i R ( Alzheimer’s
disease, AD) H4: 7% ( Parkinson’s disease, PD) .
T 5L J55 ( Huntington’s disease, HD) . & 58 /|N i 2L
B9 ( spinocerebellar ataxia, SCA) | JLZE 45 2%
i fbAE ( amyotrophic lateral sclerosis, ALS) | JhtJi 25
Ji (prion disease) 5 o Rl 4R A2 DX A8 1) 38 M i 48
IR TR S M R R TR R [F R AR, X
S 1 T S M o N SIS R iR %o EG R s L R
SPOTE MW — H A 2 AL, H kIR A B
RNAG 3% — 8 5 R 19 H 30 A 32 G s i 92 45 ok T
HHIEEG
2.1 RNAi 7R /R BRI IEFE o Y 1

AD S UL A B B T T Y b 2 R AT
PIR , HURFAE S W PR A R AN DD RERR AT, 3232
P B S AL A G I B 28 00 K R PR 4R DR AT 4 g 4
(NFT) Iyt BETUAR (SP) , HoAZ 0 B B-TEH
FERR (B-amyloid , AB) BYTTAR , I AR K R T 3 B A il
1A% 19 (amyloid precursor protein, APP) , tau 25 [ (7
) 5 NFT KA AH G, H S50 R 1k SovE L1k e
KFENFT (2 8. % K (presenilin, PS) 737y
PS1 1 PS2, 5 AD X R %Y, PS J: PN 5848 J2 st A% 1
FIGALAD ) F 2RI B Z BB E G2 H Y
RERYCHE, PS 25 APP [gY) A= i AR my ik /%, 58742
1) PS Al S35 AR-42 YR,

2.1.1 APP MI5CHY RNAI gF5¢ WFFEaRM], R Y

AD(AEH /T 60 4 ) 5 — 6 I R 1 2848 %5 DI A ¢
U APP SR MR AR B B = Y T I e S A A
AR B M AD R B A A, X AD IR YT R S
By, Feng %5 Al rh 6 4 B0 £ 40 (CHO cells)
HeLa Zi Jitd, F) F§ RNAQ 3 £8P % APP i £ 28 4% {4
(APPgy, ) FIE R AL (APP o\ ) AT T A B IL
BRo I HAE 5 u 2 —A> G R B SR RNA T3 5%
N, R iE—2B AR AR AE AD Hp A FBL T R
T TR H AR LR

AB JEH 1 RIS AL [ APP 7ESMNIREIX HH B-41
WATH ( B-secretase , BACEL) (WS X y-73 WAl 25 3%
SEU)E P, APP SR BE X A P LAt -3 W)
#| (HZR T BACEl 48, #7 a-7r WA AE 76 H B
1| B-APP, W] LAysi/ b IE & KAk AB ITE I, T LA
ST -5 AT A AL 6T B 7 AD B H 25
Yo Asai Z O ERAGE T N EYE o2 WG 3 Fb
ADAM Jiff ( — it 25 25 F0 4 J@ L Jo 26 1 ) 2H 0, At
A T3 3k g O R e e R B e i ADAM . [ dsRNA
TR & RN TR E =23 WA 9 N 2 052 3 B 40
L9 ALT2 40 Jfl th ADAM 1 3% 35, 45 SR & W,
ADAMO , ADAM10 FIADAMI17 0] RIEAL o=/ 00 il 1)
DIEWER, HAE A172 44708 o- 23 WA I T RE
B 5 O 2 BT 28, ADAM9 , ADAM10 F1ADAM17
& oo I VESE DR, e AT W) - A0 3 T o 2R
1 ADAM ik

BACE1 F1I R4 2 R 5 [ i ( beta-{i 55 ) APP 1]
FIEG 1) 02 1 RS R O, EYE APP fe =4
C 5 99 Bk, 89 A2 LR W% 1 A B, U dl AB 1Y N
Ui (BCTF) . BACEL £]%IE AR A= () — > G 2P
BAAIT AD BT L, Kao % ] RNAI 754
[ 240 2R, i JLAS B0 i BB 41 i R ( CAD cells) |
NG B 40 & (HEK293 cells) | IR R ACHz
JZRZITUTER BACEL il BACEIL & 3%k, 451
FHH APP ) BCTF (AR 1Y N ity ) (1 7= H 3, SR IR
TEF A /N B e APP G5 1) 5 R /)N R
REE TR B2 M 2T 1 AR F= 9 ¥ /b, 146 B
BACE1 fiy siRNA AJ 455215200 APP (1) BACE1 iff4])
YER 3275 W siRNA 0] 58 5 — RIS 7E /Y AD 6
VIRE
2.1.2 tau AH2¢ RNAi BF5¢ Miller 2570 [ tau il
APP 1R #IE D, B siRNA e B8 BAT R
tau [ ZEARR V33TM FI4) 12 BF 55 9 APP 58 78 K
APPsw, 45 5L (i 3 W i 8 (1 R 5 0 B R, $ROR
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RNAi £ AR A BE AR T AD (19 &0 ML S e AD
R B AR R AR VR
2.1.3 PSHHICH RNAI if5Y  PS LR RAS & ZEL
FiE Mt AD (familial form of Alzheimer’s disease,
FAD) 9 2% [, PS Ny y- o0 i B PR T b5 , 2 5
P Notch 1 B-APP [y H) &, 5842 W T3 AB-42 it
JEFIR o -5 UL I P AOHE T 5 A AR W = T
WP E S WRIIE I, 1% 526 W o U0 K e =X
R B LR R B4 B R (40 Nicastrin,
APH1 K PEN2) 4 i, {H 52 & Wy N B8 Y D g
DTt 0 M e 22 A ART T G 5 R B B, Takasugi
A1) 3 e 3k FE R A RNAT HEAR 23 513 3 3 3k
AR B 25 Fh AT Bl PR 7, 7R SR S2 41 i 25 I 5L
Y EITHIUESE T PS B FAEIE B y-71 MA Tt
AP Ry AR T R bl 45 SR R B, APH-1 Al
Nicastrin 2 [F]/E FRE 2 [E PS 445 4 (holoprotein ) |
1M PEN-2 25 -7 ARG A2 5 VA i G, (5 G B Ry 1%
PEIE X, HRES T PS 9 N VIR 1 i ; PS, Nicas-
trin, APH-1 Il PEN-2 JE R 1 y-70 Al 52 5 1R %
IHESE

APH-1 EZEIEMIRE S, IR E R 7
¥ -y 43I ( presenilin-y-secretase ) 5 A 1A (1 4l Bl
Wre NA APH-1 i) 9 A [a] I 56 (5. APH-1a Al
APH-1b, i T [E A9 35 87, e mRNA A] 7 25 P i 7
P& APH-1aS,APH-1al., Shinya 2" | 2 5 £
PCR J5 A9 N B 40l R FIAH 2 rpix 3 /> APH-1
SRR mRNA 3235, A3 APH-1a fil APH-1b J1°F
TERTA R 3635, T H APH-1aS 335 /& APH-
laL f 1.5 ~3 %, F RNAi 43 57T 2k APH-1a F0
APH-1b , WRZEHAE APH-1 Fl PS B A4 11 3R K40
NELEE R, fBR APH-1a (APH-1b JEI AN ) fiE
18- HUBEARY Nicastrin 52451, [F] Ik 55 PS1, PS2 FI
Pen-2 I HYFIR . X EL45 R U], APH-1a 1E 5.2
B -y-or R A O i R

Luo 4" FIJf] PS1 v 3 A~ RNAi (21 1 4>
Xt B I 67 5, , PB4 3% siRNA. [ 0Bk DNA Mgl T
pSilencer 3. 1-H1 Jiki, ¥ A PS1 F1 APP JE[H RAZ 1Y
CHO/PS1/APP ZJfirh  BF5% y-4r i BT AR 7 it
FERGIRAEAE T, 25 3R W1, PST Bl , y-73 WA g 0%
PEFD ARA2 7 Y BEAIR, TIESE T PS XF T y-43 AT ) T
PEIE B CHEZ, M H PS1 mRNA [ — 2643 £ ] fig
ST SE 2 WI R R

PS HE Hn gl RN D) D S 2 B, BRI

v B BE (PS N-terminal fragment, NTF) 12 3w
B (PS C-terminal fragment, CTF) X ¥~ F B IA
e U y-o3 WA A HEAL RO, BT LR PS v B
XPWFIE y-o3 W BAT L N, BEE R, 2 R
(ubiquilin) -1 3%~ H BTZEAR N AMERFN PS A 22 H.
YERJOF Had Rz R-1 Sz K2 RER B PS &2
KA [ U0 B 0. Massey 2510 F B A A
HEK293 4ifi i PS 52400, i JE KK Z R-1 8H
ZR2EH,ABREME PS iy NTF F1 CTF K3k F i,
FHBL, siIRNA M H)IZ 3R2-1 iz 12 8 H TR
B PS (% NTF F1 CTF ik, it HEN , 12 = T Rk
8PS Jr BU LR A N —FP R N Tz ak PS Bt
BN AT 2 B o R T30 3o 2 P A4 o 7
W R BLAIDFE G, F 5002 R BT PS k¢
PR I Z 2R B B ki ] B y- o3 AL
PR Bl 32 2B 43 Pen-2 Fll Nicastrin 33K 7K F 1) [
fIC, T A RNAD TR EZ R-1 Az R -2, RERG A Pen-2
F1 Nicastrin &35, X SEF 5T 45 IR $2 7R, 12 KA Q
FTREZ I PS P S EE R R,

18 FAD 1, PST S8 REAH 24 It K A 1 ( caspase )
WS IS EUE T, N T2 PST RAZ Bt 5
U 20 BB A T AT caspase, Xie 451 Ji] RNA
B E D By WG B A 4 Rl 2H 2 i) BRI Penl
APH-1,Pen-2 Fl Nicastrin A3 AE PS1 ;= H i
T, 4 R R, A BURNME S caspase B AT A
PS A K AHOCHR, U HEFI 4K PST
(FL-PSI1) 3K K-F- R R BV
2.2 RNAi 7EBA 8 AR HFFE B

UNIVEN LY 7E SUNEE Suy INSe (U EEIW Gl Y
T An it B PE B PD AR AR OC 1 # 221R A7
PEPIA Y 5 A S B A CBEE T o o- A% R
(e-synuclein ) FEDR Y JLAS B — 8 i 52 L) R 3% 56 A
2 i 3 AEE S G PD AHIG, T o- 5 il A% 2R 2
g 2l F f R & dE PDOAE G, i AR A 5 1
RNAi JLER AR 1Y oS il A% 3R 0T 28 fil Az e — Fh A
RIEAIAIT F B A o2 il A% 28 4 A IX 9 1Y 21
MEHIRIT S, ] 48— 384 J7 19 RNAL JTER
AR 7, Sapru 6 F—A BB MRS RNA
BEEN oS il RIS AS3T, Jil B % A &
EEREM 240 R SH-SYSY N JEPERY o- S il %
FHAT TR, I 7E R B A a- 2% R K
S P, B PR R AT T A AR TR, S R R B
PR FNARSNER AT LA 2o B 20 AR ) RNAT XA
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SEfilA% R W R IR AT IO . X B 45 R R,
RNAi X T2 fil 4% 2 95 28 41 PD 8595305 & A7 A 1Y
FERPUBRIGST I ok b, ARy —FhsR A 1 T H .
2.3 RNAi 75 F SRR AT Y

HD S —Fofr i G €0 {4 W 35 15 1 i 28 B 1 %
W9, B RRAE A AR I B AT R 1 02 3l v R A
P E, FEEH T RE N ZREZRE (Ply Q)
TEFIEGEE 1 Hee BL =9 N iy RB B2 3 5|
ER . A2 PQ s B Hie (mHtt) i) 5728 A hy o &
FHLRE S H MR AN SE A ™ A B A T R Y OIR A
LU HETE 2 R W D S AL S R R K . Ro-
driguez-Lebron 5;‘-?[16] K —FIRm M E RS
(rAAVS) J [R H 4L (A5G G 5w, B ] RNAL JEAT e
SIF I R6/THD 5 5L/ BSR4 9872 mHu Y
FEIRIK-, IR TR/ N mH {1 JFORE B s 35 e
HIET RO/ LR/ B 1) HEK293 241 g 71— il 4
%3¢ RNA B 4230 %) mHi mRNA ( siHUNT-1) [ 3
K G5 RAE mHe i) mRNA KA 75% , 8 3R 5A
FEAIK 60% o PRI rAAVS AT 1Y/ RBCIRE si-
HUNT-1 Z3A 7] {# mHtt ) mRNA FiAFEK 78% , &
R IBREAK 20% , 55 4h, mHu (18R I8 48 bl 5 % N 4
AT /N FBCE 98 /0 . rAACS-siHUNT-1 X i) ¢
RFEC RO/ /NS A 4R LB AE IR H B, i RNAI
FEARSOIRIR mH SRkK-FREMGE R6/1 /N HD 1y
F, Bae % RFGT pS3 A8 LA S 1 41 L
RESR A, LA S AE HD A5 g S8 v ) J A AL o
RIMAH 2 RAATRIEZ R mHu %45 pS3, I i
FEMZATUR) pS3 Feih K- b, I ol LG S5 6 1k 1
5, XA IR AR E R 0, B TR A PQ 1Y
mHtt /1, TAEA & R A PQ JEAZHY Ataxin-1 1 I A
L. 7E mHuw F2 HE /N EURT HD g A ps3 1y
KK Ry . AN ] RNAL X pS3 LR 47
UK , A ILRER) 1k HD 41 fifg 42k 4 JBE 2 A% £k B 4
B, [ I AR T mHu-Tg (e RE[H]) /I B 14
P 7 5 5 AR IV AR 36 2, T L3 & B pS3 ik A 7T 38R
FIEAID 1) 7 55 R0 R ot 22 AR A 7P A2 R A R IR/ N B
AT FE . XL S R L], 16 HD Jo B i
Ferfr, pS3 TR MR AL A 2 ] e 4 E 2

GEARIY hit SME T2 T & HD YL, SK T AE
250 4% W A3 1 1K ( neuronal intranuclear inclusions,
NIT) A1, 5878 ) htt S0 S X0 4 2 5 4 5, DA
T TERR AT T A PTVA PRI AE Hee 1) B A0 v e #444F F
PAFAE— S5 1, Kb 2 — 30y, B i Y 28 42

(9 Hie JE REAS °T 0L Y sl fsl/ s B9 EAR, 3x 2L TR T
i FHEL EIE CRE(cAMP U8 o) 4S5 54
S AL AE TS o T A X BE RS AR T, Hi J2 it —
AN DIRERCRAY AL K51 % HD #Y, R A 58 4% B
hit F3K T R, X AT RE & — MR A A G T
HD Fy 5

HD 5L D9 /)N BRURSE B BF 58 2R B, 78 780AF 38 5C M)
PR htt RIRAENCE HD /Y E AL, $27R HD BB
K sdi . Wang 250 ZE G FRAR AL p A siRNA
55 htt AT 1 19 mRNA | siRNA 19 21 ¥ H R ¥
HIEAB N htCAG A X EiF, FH huQ72-d1 & fe 4=
K 32 1k (EGFP) il siRNA-HD 4p 2 F 1 %% 3
Cos-7 #ififs, 45 R W], siRNAs BEAEA R4 41 i) 2 20
& httQ72-d1EGFP [ 33k , 1 X} HE 41 siRNA (non-si-
lencing control siRNA ) X H. 315 T2, 7E SH-SY5Y
20 ARG AH [ A 45 2, 2 B 3 b 41 ) B4R AE 45 b 4
Mg R K2R, 7540, huQ72-dIEGFP {4 A
YN 2258, &I siRNA HD Sh 8§ 1 A fiff
httQ72-d1 EGFP e A= BUIN fift 28 70 Hp i) 35 522 7T iR
R, XL REW], siRNA-HD S5 1 78
HD JE PR p J0 18 2 1A 3 R SR J2 80, ] i)
15 HD LD R W] siRNA BEGZIH] he fY21X,
I/ NEUA TR N, A i1, 1B S 2 T Rk
Ao o B IN  BAE R N 9% hee A% A A 5 AL
MEICE I IZE A
2.4 RNAi 7E55 8/ AETE R P BESE b A4

SCAl Z22/DH1 9 MR B AW 4 HE T
B PR 2RI Z — , HURRAE 2 W i iz gl 2k
T /NG T 2R R A0 /0N o el 4 R A T R 22T
)RR . TE SCAL v, 578 114 55 o7 B P H A2 40 H
44 3] 82 N FM e AN, HH A i A B2 R R 4
URAFIE S A OE . SCAT B L I 7= -y Ataxin-1,
SCAT F HE K/ EL Ataxin-1 4% AL TR 4T 1A TR
1 B AN ZH 22 R O 22— | T SR RS B A A i
DA BB At E 5 R T, X Ataxin-1 Y, 3X Fh 578
PO RORE  Hofh— S BE T R
Ataxin-1 [ 776 v 22 Z /B ¥ AKT #5021k 2 SAC-1 95
B A2 I TR | I DAAE — 26 1 B s A5 7
AT A AR AR E AR AKT @R 1 Ataxin-
1 B T ARA W 1 BB TT 42, Xia %Y fE SCAL
/NERUEEL ] RNAG S S22 /Y ataxin-1 BEP K,
TE/N B/ A TE S 2R R R R RNA (RERE S bl
AR ataxin-1 FHEPR) 1 5 20 i s 5 R4, 45 R 3R
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B ZERAERER R BGE SCAL /)N LS B iz 3l by I Ak
I IRE/NRTE 25, 2 BRAE SCAL B i BF 4
LAY Ataxin-1 FLRAA, X —WFFE 45 SRR W], RN
RNAI X B ARG R A A B RY RT3

Ataxin-2 J& SCA2 (B A ataxin-2 [ FRIA77
P, BRI LA —Fh RNA 2558 1 Ataxin-2 455 HH
1 ( ataxin-2 hinding proteinl , A2BP1) #f H F Hi.
Ataxin-2 il A2BP1 74k Bt ( Caenorhabditis elegans) I
ISy 5 ATX2 A1 FOX1 . Kiehl 45 JijiE 4
B T LAk LT A ATX2 1 FOX1 () dsRNA,
gE LIS S T RNAL B4, IFIERH T ataxin-2 [A]
PATEL JUR IR K B 2T 1 . R Ay
PESE ataxin-2 1 D RE S H 7 W AR R 7 =, g
TR AIRT T IR PR R S
2.5 RNAi 78 L2 45 M0 2R B A RE B9 H i

ALS J&—REU I R 2B 17 MR , BB T
K S I8 S TR PRI BE T . — e
f ALS o5 A 202 Tl Sk Wy B i 1.(SOD1)
1B R ER

Ralph %5 F 18 955 3 2K G siRNA 43 T 1Y
Fak, X siIRNA L[] 5 € N %872 (1) SOD1 (SOD
GI3A) BE[A, H3X — AR 1T A T 7 A i B ik A
SOD1 722 HE [H 9 /)N B AS [8] JUL A e o, i) S 2y
R HE 571 SODT ke PRI 38 3, [w] B w35 s+
R RE D 5 Z 010z S T RIAETE 3, Ak, X
SOD1 HLERBEIS X L W) iz sh A7, ik 100%
)5 1T ALS SEARAT I, 3 80% JEA T E AT A= i
S X EERTIE SRR AEESEE | AL R
ZIRATHRNR Y SRR R AT RNAGL J2 120k H
BRI BRI T 1%

ALS 1 32221 PR 35 902 4 B W afE 14k JRR BT, g 2L
AL SN R GRS S IR AT AR AR R A i T Haz
B2 ICE R Y L A A U T G A T Ak R
TRES 5 ALS M2 TR TR . RIS IR
T- % W4 ( prostate apoptosis response 4, Par4) j2&—
T 55 48 22 3R AT 1 5 R G 1 P 48 T 7 4k A T T
T AR B AR 1 2l MA R 2 i B
Jih %, 78 hSOD1 GO3A(H&MRTE 93 fLRZ N
AR ) AL/, Par4 1R il /238 1) KF 32
TR AENLTK PR 0 3 T ] rp 8, 5 B A
H1 hSOD1 G93 A 58748 B i) 28 fisk/INMA BB A1l Par4
AR IR , B T AR B 2 %y B 1 ) O TR 45 0 7
A HEG M/ MAH Par-4 BT 18 20 1 T 1 20 P

T FEIE A hSOD1 GI3A AR i . K RNAi
PR 5 B A Par4 B R 3K, AT RLBH A
GI3A B R Y LRI T E R 47 S caspase-3
FRITCTE B, I BE DR i sl 28T O T I T,
TEIZ B 2T A B T, 28 fid 2 e i Par4 %
PER) BN o X LEHFFELE R K], RNAL §i5E Par-
4 B IA RCOUER , wis s 2 oniB AT PR R U, J2
— AL A R SR T
2.6 RNAi 7Eeim R A58 H A R

JIeA 259 SR T %46 o 20 PR A ( transmissi-
ble spongiform encephalopathies, TSE ) J&— Fh 2 5L 4
R 2B AT VRSO , BRI H 1) PrPe 15 T 4w 4 H
SR Y L BRI BT ARSI T,
A A B R EOR IR (1) B 28 8 3 A PR
Z AR (IR B PrPe) FUEFERY (0B PrPsc)
X HITE T2 B R 225 o PrPsc I AR, HAiE
FI B 5 (2) Prpse Al Jikia PrPe 524674 Prpse, SEELH
FRIL , 7 A g AL 5 (3) ke R 5748 ml 3 i 4 i
B PrPsc S5 A FRE , H R MERAL, I 78 Prpsc
B, It Z AR RS B . JER ) ProP L
Zhifith PrPe , REAIHE L DR /)N B Ak e 47135 1 HL RE A 1K 1l
SRR R e, Vilotte 25 F B 58 W, Pp S [
FB TR — B TERIEI T R TR I T .
I RNAQ 55 Prop KDY, 7E5% e 40 i b RE A 20T
o R S BRI PrPC A IB /K-, W] RNAT 7E47T /i
TR e — Bl A RS IR 5

Daude 2 fE B Y T 45 23 FE A (1 1 AL 1R 19
MR A0 I ] siRNA X455 Y Prop 5 [A]
TFUTER, 45 5 &k PLBE 2214 PrPsc A IR Y, M4 THA
[P 200 B i A 7 (R, 2 BRI AN 52 ) RNAG 500
WBEA K RNA AL A mE e . AR IX Fh AL
SERLE B AE N EZRBR RIR S Tl ok T A B

3 HiE

RNAi 2 HFFER M RERE A —Fhas A 1 TR,
E RN 2B AT R B KA AL EA T R, AT
B 7R IX LEP 14 A BIL ] L SR LA 2 R AH S50
B AT A RN TIER 98 Ao 3 H A R
PR AR I 2 LR K s AR H I
PR X i B AT PR PR 18 JCAT S8R T T B,
XF RNAL TR T i, 18 3k — S84 5C 3l Py AL LA Iy
SN RNAT ER AR, BOrC A 2B 47 PR B Y %
2 Bl T 0T R T2 7 4
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