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Abstract

RNA interference (RNAi) is a phenomenon of sequence-specific gene silencing in mammalian cells,
and its discovery has lead to its wide application as a powerful tool in post-genomic research. Recently,
short interfering RNA (siRNA), which induces RNAi, has been experimentally introduced as a cancer
therapy and is expected to be developed as a nucleic acid-based medicine. Selection of appropriate gene
targets is an important parameter in the potential success of siRNA cancer therapies. Candidate targets
include genes associated with cell proliferation, metastasis, and drug resistance. Importantly, silencing
of such genes must not affect the functions of normal cells. Development of suitable drug delivery
systems (DDSs) is also an important issue. Numerous methods to transfect siRNAs into cells have been
developed, and the use of non-viral DDSs is preferred because it offers greater safety for clinical
application than does the use of viral DDSs. However, the suitable non-viral DDSs for the transfection
into hematological cancer cells have not been developed. In this article, we briefly review the mechanism
of RNAI and non-viral DDSs. Next we discuss some of the most recent findings concerning the
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administration of siRNAs against polo-like kinase-1 (PLK-1), which regulates the mitotic process in
mammalian cells. Finally, the application of RNAI into the hematological malignancies is discussed.
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RNA T # (RNAi: RNA interference) & 13,
2 K48 RNA (double-stranded RNA: dsRNA) 2
L o TECHIFRERAICEER RNA 23 s e, &
DFGEFEEF OFHP IR SN LBRTH 5.
ARG % FE R L 72 Fire, Mello Wifgi-+:(2 / —
VRS A FEE AT 2006 4E129% G- 872 (httpy/
nobelprize.org/nobel prizes/medicine/laureates/
2006). RNAiIZHIZ Y A )V ARG RS 5 4R
FifEASRE & L CRBRR S LT\ 722, it D%t
I2&D) NF ARV ([ERHET) O
2 DNA DA F AL, ~NFarza<F Az
L4 22 EATRBEN, fil, vavyay
NI U, R, 51 MICBWTHER
FEINTHLZENFHLPE RS,

RNAi ©5| %4 & % % dsRNA &, Dicer & I

1% RNAse 1 7 7 3 V) — 12§ A il REE SR
12 &) M TR 21~25 3O short (B 5\
i% small) interfering RNA (siRNA) & M35
FISHRNA (28T S s, ZOSIRNA XY > F
o A OIFSEBCH N AR 72 m RNA Z 519
ELTHMRL, 7 FE >y ADNAIZHRTE

A~BTr5o1 ORETHREHEET S, 20
FRIERER LIERS w0, BEmE L
TEBENOIEHPIRE SN TS, BIfE, W<

ODORFRAERD G SN TS (K1) 28, 4
PN S BEZEMEAE (2 BV B M50 A=) %
Hiy & LT, vascular endothelial growth factor
(VEGF) % VEGF %K 112459 % siRNA %
ARERANICHG-9 2 /P & LTt b/,
T CIEBETERES (26 L Ca g 512 L 5
RERERDAT I b TV B HY, FEI g 12
L TIIWEE T RbL T, ZORKD

F1 RNAIFHEORRRER

IR S SIRNA L7 R T Hesb Be b1k i A R BRI (4F)
Opko Health Bevasiranib VEGF TN B B M (RN e Phase IIT 2005
W DR I3 M S B 7 A Phase II 2006
Allergen AGN-211745(sirna-027) VEGFRI i BB 2 P T F RPN R Phase I/ 1T 2006
itk SEBEZEMEAE Phase I 2006
Quark PF-4523655 RTP801 TNt BB VESE RN R Phase II 2007

(RTP801i-14)
QPI-1002 (AKIi-5) p53 LS T DB A4 AR G- Phase I 2007
Alnylam ALN-VSPO1 RSV RSV J&YLIiE BERA T L — Phase I 2007
Phase I 2008
TransDerm TD101 Keratin K6a SR TUIE JEAE T R 7 Phase 1 2008
Calando CALLA-01 RRM2 SATERMERES RIS Phase I 2008
Alnylam ALN-VSP02 KSP + EHETIES BRI S Phase I 2009
VEGF
Silence Atu027 PKN-3 AT HAE R E S ERIRIR S Phase I 2009
Therapeutics

VEGF; vascular endothelial growth factor, VEGFR; VEGF receptor, RTP801; REDD1 (regulated in Development and DNA damage
responses 1), RSV; respiratory syncytial virus, RRM2; ribonucleotide reductase M2 subunit, KSP; kinase spindle protein, PKN-3;

protein kinase N3 (K7 : 23 AAZ%d" % RNAIL F#EO AR ER)
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ML, ML~ siRNA Z3EATX 2 4%)
7 drug delivery system (DDS) 23> 72Bg5%8
ENTVWARNWZETHA., AFTIEL, RNAID
AHZAL, BELOERFFEICEL Ry — 7y
I 43 F-%° drug delivery system (DDS) % #:5 L |,
& AR 55 (23§ A RNAL#:12 X 2 Fi iR
7%, VIR 0 A ERARAER 2 A L, S
SIS0 9 A RNA T oIz owT
5.

RNAi

BAZF OB G A Lo v v 7
(Transcriptional gene silencing: TGS) & #5514
A1 L > v 7 (Post-transcriptional gene silenc-
ing: PTGS) @24 12 KB S 5. TGS X
DNA 725 mRNANDIEDPHEZ 5722 & |2
LBHA L7 THY, PTGS I3 Din
BHF1 b7, mRNA A 5 O JF K THfif
ENDLD, HDHVIEY V87 NOFFRDIHE
Mo Z LI &) EEFHERRDPIH S 2R
T, RNAi lZPTGS IZ/E9 5.

PTGS (&, 1990 4£ 4 A %47 Plant Cell # 12
1Bk S N72KE D Jorgensen H D 7))V — T & o
FYETDMol b7 NV—TIZL a7y
va YHBICET B0 12X DD T
ENTz, WHERF 22T ORME S 510EL
L7AEx B 29 &, FELREBERSTH S
7Y b T = AR (v a v AR
CHS) #InT%2E8ATLFERET-72. £2A
B, ERIIBIELS LA, NEHRD
CHS #fnT-osHETHIMHI SN, HCBEAD
DAEAT & 72, 5 12BN L 72 CHS #EB A%
o hOERTEETFHEIHZ T buo—)L LT
Vo [EETHEE] 25U, sArsaint
723&f5¥ (transgene) % & PITENED CHS &
LT OFEJZ DI L2 L HE L, ZoA-
RLBBRUERECOIVBHI N WETET
BHo72h%, 1998 4£O Fire & Mello 5 (3 H % H
W7IFFEIZ & D, dsRNA 25% OELHIFRRI 1258
(o ! il e N N ) I A Y= I Sl ¢
S22 LY, 2 OBEFIEHIHIANAR % RNAI
- Aolb bl

PTGS # 5| Z# 29 small RNA &, siRNA &
microRNA (miRNA) KBS b, WRERED
57383 % #illfH 9 A miRNA 128 LT, siRNA
FHH 7 A )V A | transgene &\ o 72AREED
BRI T 27 7 LIRS L CEfR
TIEB & K3 5. dsRNA (AL PICHLY JA
F15 L, Dicer 12X DA TR 21 205 2338
FED siRNA &IN5 FHSERNA ICEIHT S5 .
Dicer (Z RNAse I 7 7 3 V) — |ZJ& ¥ 4 ribonu-
clease T, dsRNA | Dicer ® 2 2 O RNAse
Il domain (2 & V) %2\ siRNA (YT S 1 5.
siRNA & ATP AKA71E 0 3 Kbl 12 2 H 22
i (ovrehang) # b > THY, RNAIIZ X AR
FIER R B m A L v v v T OB &
7%, siRNA |% RNA-nuclease #/+14 (RNA-
induced silencing complex: RISC) #JEk LY, #
@ siRNA BCHINARHRY 7 FL%1 2 > mRNA %
IR % . RISC Z K3 % Argonaute
(Ago) % > 73713 siRNA % 2 KM RNA (1213 &
&, 7 vF -+t A (guide strand) %587 L, 10
FHLE NI FHOWEEOMOARARI ATV
KA CmRNA ZYIWF 3 5. Wk
mRNA (3 RISC N ® siRNA 7> 5@, + > Z 4]
RNA #4 (passenger strand) & & (232
SRS, RISC I ROESIHFFM 7% mRNA %
SELTWE, TREDRL, BNEETO
FHAHEZ L7265 (K1),

miRNA (X F & & M 22 ALy % & > mRNA
MWHDY VX7 AEE T A/ RNA T,
BEHEE D BT D 1~4% % 505 L BFEDL 5
U, BRI mRNA O 3212 3 FERIRRAEISU RS A L #H
B CTPTGS 25 &9, Z0iEE13RE
TR TIEH LD I ATy T E2EHEATH
D, FO720\2—HHHO miRNA 12 X > TH%
@O mRNA SRR & 72 B, F -l — O
mRNA 13549 miRNA 225 Ol % %1 % =
L2, 2N 5H1E miRNA & mRNA O RJIZIE
WO TR Ay NT— I DBFET AL LR
LT, 1B o sEEIME (CLL) 128
WT, FEDSAICBIT A miRNA OG5 55916 T
WY SN TR, £ { DHSAMET miRNA D%
BUREDRS I, IRREHERONA A~ — T —%
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dsRNA 2SHIIEPICHL Y sAF N5 &, Dicer 12 X V) N T siRNA 2ES U
% . siRNA 1$ RNA-induced silencing complex (RISC) # i L, Argonaute
(Ago) ¥ v X7 DXL Y, 2AKD RNA IZIFEDNS. Ago2 ¥ ¥ /8713
guide strand Z 7% L, 10 FH & 11 HHOIWEDOM DK AR T T AT VS
BT mRNA 2 YJWi4 5. GJIF £ 4172 mRNA (& RISC N siRNA 2> 5 B,
passenger strand & & & [ZHRL IR S NS, RISCIZROBELHIFEER 72

mRNA ORI E 9 .

BED Y =7y b & LTHEH ShE L ORfZED
HEDHHENTVEY,

RNAi ZREEF

W7 L NV, B2 dn vitro T RNAI EEEC
1, EMARES, EIEEE &b I2 RNAI OA A
BIROTREME 2 TRE Y 5 RIE 5 St s T
W5, HARNNOFGAZ BN TA R CEIER T
WBIERIRE S 72 54121%, WY R ST
FR, B XU DDS OFEIWIHTH 5.

RNAL GO EIZ T & LT,

BRSO LR, 2SAMIILONEGE, 0,
RIS % &, HRREOMERICEZIIED S
ST ERERT L ZLDMETH D, F2ITRT
X912, AT TOMRIZBNTE L OBEEFDT
RNAIFHEDIER & 72 B REMEATR SN TV 5,
INHDH L, EIMZFER ST 2 62w
L72F%bD%TICHHT 5.
1. Bl - 7R b= AZEDLBEY =47 v b
BinT
Bel-2 (3T AA, B, 7= &0 RIS
BT RN =V AFEIT AT E =T A
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1) HAE - PL7 R b— AT D Es T

Bel-2

VEGF
PLK-1

Skp-2

Survivin

Telomerase
EZH2
FGF-4

2) YT IMBREICHT S EET
ERK1/2
B-catenin
BCR-ABL

3) FEAIMECBE S 2851
MDR1
RPN2
ABCG10
Lyn
Fyn
Syk

4) HE%, MEHAEICEY 58 E T
VEGF/VEGFR

CCR7
LYN
RhoC
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Jifi A3 A

Ewing P, BISZIRAS A

8 o = 1 T 4 g 1Rl
By, EIEY o8, B A
iz’ A (HFESRS)

JWfids Aoy T LB AS v

TR, S—% v b U S N
A7 PR A

R R

HISZIR A CHEER)

RSB

S 23 A
PNV VINIE % Ui i il
P2 RV B

PNy

A

R

MR BEME A M (A ~F = 7iE)
BRI BN (=0 F =7 )
18PE Y o SPE I

Ewing WIE, LA A, KGR A
HINZIRDY A

KD A

Ewing WA

JFIAa A A

EHEET B VX0 ThiH, 4L DPATE
DR ARHEREIZE D> THE Y, Bel-2 B3
EEOAEGTHREAICHET A, HA~TY
AET WK B Bel-2 siRNA #2513 25 A D
& ZEINCHIHIS A 2 E G S Tn A9,
% 72, Bcl-2 mRNA (233§ % antisense oligonu-

cleotide (Oblimersen sodilum) (X&) > %
HIfgE (CLL)Y, #EATESEE", /Nl
BAY Y, EMREE 2 LD, W{oPD
EVERESS (O L CRRIRIIZED T2 b T B,
Survivin & inhibitors of apoptosis proteins

family (ZJ& L, M@ 2405 I R SRISIER % F >
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7Yt AR HE L) < IRHLER R IR R AR 2 13
FHLTWDD, ARG TORIITIZLAL
FORW, L L, BAMBEICBIT A survivin
DFEHILE <, survivin DZEBITE { DFEIED
BABBDTFRARKNTTH A, Raji/N—F v
My U ONEMIBEAR I L, survivin 12X 5
short-hairpin RNA (shRNA) & A L7242 5,
TARMN=VAZFHELEL, survivin 77 T A3/ —
Fo M) UEICHTEENRY Ty N Th
HZEDPHEEINTWAY . F 72 survivin (3L
G - AL OIMPTEIC D5 LT Y,
siRNA 12 & % survivin OFSBEHNSER - 1k
FREOEZ N E BT AR TR E NS,
Zoft, MCL-1%%, XIAP® 72 &, 7R b —
T ARY 237 OFEBIIH S FEHNESZ ORI I
FHL, NS0y s ) v Ty Th
C LT ABRDOIBRBAEDYEZ 7256 2
ERTREINS,

PLK-1 (3l g557 24 12 B 4 5 serine/threonine
kinase T, ARAEWIIL A SN hgE B
5. ZORBUTME MO G1 TIIKL<, S
Hob ) »oiEmL, G2MEIcY -2 &%
A%, PLK-1 1, G2 #I7KIZ cyclin dependent
kinase (CDK) 1 Z{EM b L MEIISEAT 5,
@ ZEHIAICHSRA Z TR T 5, @5
I 21T T G th 455 i anaphase promoting
complex/cyclosome (APC/C ; 732 R A&
/A7y —2n0) BT 5, O#IIZE
WTHIBE AR T, 2 0iEr A
L#% & 512 pb3 DRkRE 2 il LAl 2L o
#E L7253, PLK-1IIA A DEFEIC S B L
THBY, SWEFMEANE (AML)®, 1845
PEHIME (CML)%, OV F A M KHII R B i
P VY 1B W TEBHIRE SN TE
), PLK-1 OE3H L7288 Vo SEEE 04
WTRIEARTH LYY, T/, JLSA, JIEEDS
A, BEREDS A, IR ASA 7 &, % < D
TEEGIZ BT, AT & PLK-1 OFEHIC
DS SN TV 5P, 20 & 912 PLK-1
IDADHENRE L FHRICBR L THB Y, RNAIE
FOME LIRS T-L 52 5.

. 7

2. BT FMBEICEDE Y =7y MEET

t(9;22) H2HALC X D ES LA Ber-Abl ¥ X 7 4
S, EEICF O Y U FF YR
L Ph B> CML % Ph B 2t 1) > 7 33FER
PEEIE (ALL) Z23ESE 5. H—HAoF
Yy F—YHEATHLAYF =T (7
Ny 7)), EMWROFF=7 (A7) k),
—uF=7 (¥ 7F) 12L&, Phlatk CML %
ALL OB BRI ICgEE L2, 2ol
L1E Ber-Abl ¥ 4 5 5 VN s R BER L LG
213 Ph Bl FILH O IG# I & L THRITH
5T ERWEESTHBY, Ber-Abl mRNA [24F3
% RNAi FED RS DBITEAED 5T W51,

j-catenin | E-Cadherin & &4 L& (12
BS54 & EbI2, HlM Wit O T 7
7y —=5 230 THH Y, FEk, MIEECS
LICEZE M) & 25520, MO p-catenin
I&, casein kinae-I, glycogen synthase kinase
(GSK)-3 43, adenomatous polyposis coli (APC),
Axin = B2 X AHEEHICZE ) ) Y EILE 2T,
WP FF ALSNGHE ST, L
7 L% OKRIGA A TIE APC iE{E T 1T 2R
HV, HILEMNIC p-catenin 25 FE LENIZE
TL, ZORRIEER T Th 5 T cell factor &
#A L, cmyc R cyclin D1 7% &, Y #E(E 1%
EHL L, 2SA bZs | &I, K ALSt
(IR A, BPEEINAE, ZFEMEERE (MM)
¥, %L OWNFAMT p-catenin FFH % 780,
BABBEDEGTRETEAT A Z EPHESh
TWaYY  EF 5L, MM TIER~ 7 AE
TIVIZ B-catenin siRNA % $£5- L MM JE#E D1
FEMIHI S NS Z LG LY 2%, Tl
75 p-catenin b RNAVEED Y —7 v P& LT
HThHDHIEIREEIND.
3. HANRTEICEDZ Y =7 MELT

P-#§% > 737 (P-gp) | MDRI1 s&{5 1Y T,
ZOFEIJIPL AR S 7253, MDRI
mRNAD /) v 7 ¥ 37 Ny T~ >, €
YU AF Y O EEE LYY, 72 P-gp
DAL o i 12 B A A ABCG2, RPN2 72 & 0
mRNA (249 % siRNA #%5- 75 A Ml bR 12 5
VF B Puas ARSI A A 20, F 7
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el TR S O FO—D & LT,
UL & o35 12 & % 34t % (CAM-DR)
MEH SN TWAY, CAM-DR % #5172 CLL
T |4 spleen tyrosine kinase (Syk) 2 E %83 L
TBY, Sykx /v 78§52 ETHRFA
FIOBSZ D HE T 52, 20 & 9 %Rt
WD Z5F 5 RNAVEED Y — 7y b E LT
HTdhb.

FE 1 IV 1% DDS DBF3E

siRNA % HARCHR A S %53 5 &, fiHEH
Rz R0 X AFLY sAA R nuclease 12 X A MK
W) SR SR L, WL R
Kk - AN ORE IO CHREECTH L. FD7:
D% DALFEAEH DR A H LTV 5799 98,
RNAi ZiE# L LT 2546, <Rk
HCD siRNA DZENE & 512X % 728 DDS
W THG T 52 EDWIEHE 72D, siRNA &
MR ZE AT A 121E, (LA S 172 siRNA
ENFAFZy 7R = LK) =T EDIE
27 A )V AEDDS & W THR L ) x5 LE A
T%)jiiflmmmﬂ k , r7/f)1/7\/\‘\7 7__%}ﬂ\/y(
SiRNA %68l 77 v ~, shRNA % #llJla Py 1238 A
%, siRNA 25 &2 HEY b, 74N
A DDS OEREEEWET VICBWTEHK
WEINTWAED, Lha, LY F A ILAN
7y =137 AT U M AGAE R,
MERESE DFIEDIR S SN LYY, F27 7 /B
ey 4 VA (AAV) N7 & — 13 REMEDE L,
HORHA, s, IRz &, FESSIE~%h
KELCEAL, HAGRBENRE L THEE
DHFEIHED SN TV 5D, Lo LEERYEZS I
Lo THIMBERID AAV D ARER AT ) | F
RHBZEO L2013 K L ED AAV R
7y — T BT ENS, AAVARY ¥ —D
FERISHNOBED D IFWFE EEm N EHZR 5, &
DX EDS, RNAEREDEEADILH
12133EY A )V A% DDS D BASS ISR & 28
HFELNTWAD,

1. hFF=v 27 RI—L
FETANAEDODDS X, VRV — 24, FY
~—, BIUEMEE ZREE SO L5 T %

i A & ¥ 72 siRNA-conjugates |2 Kl S 5.
hFF =y 7R —LEEEICNELTHB
0, BEMEICATE L 72 siRNA & ERMICREA L
29 <, AREBICHIAE Shd v, ZEIYIC
HIFLRR 207 L 72 siRNA/Y) R Y — W AR,
IV FHA =3 A %4 L CHRBENIZED A
Fh, TV P =254  H LT siRNA %
e I L (Escape endosome) , RNAL 7 11
L ADHEA TV L, siRNA/Y R Y — L AR
DOVEELY IS T, VARV — 213 DDS &
LTI SN TV R X502 [ COHE
GRD R BT, AIEANOBAR)E L BT
AR E)F L) a—) (PEG) 15665
B O D HIRE & A A 0 H % IRE
(fusogenic lipid) 725 7% A FE " EE*HT 5
stable nucleic acid-lipid particles (SNALPs) 7 &,
btz L72) BV — L b I hTw
B L A L SR R, IR s o
sIRNA OEAIIER ICREETH 0, Fr/z ik
HIRBZREN I 2 PURI T 25Uk 456 S
72 DDSs DBFEH A SN TV LY,
2. 7ruas—~rr

T R) =577 A3 FDNADDDS &
LCHERD Slibh Tz, IRExREAL L7
hFF=v s R)<—GEEICIWELTEB
D, hFF=v71)RY—2L L[EHIC siRNA &
RAER, Mg SNTy FhA F—2 R
THIFEANICI Y A, “Ta b r—AKRY
DRIFEIZ L DAY siRNA % 9 59,

FIKR) R —=CTHALT7T7HIT7—7 VI
COEENPSHH L IMaT -7 0T, JiE
WDOKEG AT HTOAXTF FEfgE T
XY Bk S 7z b o (4 F#:300kDa,
E 15nm, 4 7& :300nm) TH 5. BE
(CBIESOBTEM , T RERE SR, KE RO
A e TP 557 & DEFAEL L L CRRRIG
HENTEY, ARG ROZEEIIHR I
TWwWa, 770377 /3R (2~10°C)
TR (FVIR) THEHHS, wmESES (30
~37°C) Z L& o THTOEMAMICHNNIE
LAEVIEEL, @bl CEERD~ M) v
7 ARG RTINS 5. B SE CLE R AT
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BLTWEYD, BIICHWE L72ERS T & &
BLRWIHEE L, RTCITRTIROEERE T
WA, TTUaT—7 VIIEEE TR
@'VJVJ i PG RPTICH T 0, RN OREE

Sl T Tua T = VRS TSRS
SiRNA % JitHi L, RNAi &5 & e 12584 4
%1099 T AKIREE CTIIR A ROR T
Bnom &SN EPSHEAIICED AT R
<, RS R THS AT T AT L
TEDHERED S STV BP0,
3. siRNA-conjugates

YRV =L R) T —DOHFEIZL) ¥ —
Ty T4 TOMEIEILESN T VLA,
DA & LT siRNA (R Bk~ 75 §
(cell penetrating peptide: CPP)™?™ %2 2L A7

0=V &) RIREWES T2 EEEeIEe
siRNA-conjugates b {E# S N TV 5™ F 72
Ptk 7 7% < —% siRNA ICE IHE & S 872
#EID B SN TEB Y, HIV-1 envelop (245
ikl 71y IV eiis S 72 siRNAIZHIV
HEGe L 72 CD4 Tl lg ~E I IZEA S
%TGJ'
4. FERHREANOBEAD TR

1 MR 1 AR RE B O & 5 7 3736E
FALCH LTIE, 1FEAEDIEY AL A
DDS Tid in vitro DEBRICBWTHITLA L
EAXNT, L IO, LYFIANVARY & —
RIL 7 baRL—=YaryrEHWTW5SE, I
iﬁﬁiméﬂfwé#ﬁ4wz@mmfu

ZEIR B AR S BH 2 & R PRE- T

wé.U%v A%ﬁwfﬁmm%%kTé
ZEREZIEA, T3 SIRNA/Y RV — 2888
AR & mﬁlﬁﬁ‘ B ENHE—EREE LTk
CHDIFTHLY, HERDPIESGMILEME L
LT VBN siRNA DEAR R EAT S
s, M, g o R

BRI VB30 5 70 A DDS 2 E#g UL,
HEMAFEEAIE AN OE AR RO EDS TSN
L. SR O, SIMZHEEHL O fs B AL
IZ3EH L, ¥ DDS OBZE % BtG L T\ 5

SiRNA # REENIYICAIR & CEAT 5720, B
RFEETL D DDS % siRNA #A| D FAFE AT H I

Hl

TWh, N=—IN=FNKFDPeer 5, KA 77
FFNVa) s, aLVATU=)V, BIXUOV/L
IMNNVEKRRT 7 FFNLY T3 TR E
NB)E—LNZeT IO VEREESSE, b
Tona Y ETURG TR T I MRS S hUR
AR DDS % BASE L7z, M S I3 IEME G
i (IBD) EFN~< AIH LT, RIEX LI
TAHHIK, T Y /SBRICEBT D 74 77
) AT ARG S Ry =4l
Cyclin D112x49 % siRNA 2 @H L, REIRD
¥ 5 LGRS 2 Miat L 72, isotype Pifk %
A & 72 3% R negative control siRNA % 4
HLU7H0R7-4 ¥ 7 7)) PR RI O #H]12
<, IFN-y |, IL-2, IL-12, TNF-¢ & \» 5 7
Thl %4 b7 A > ORGHHRA TOFIITH I
WA L7z, E5IZIBD ~ 7 A DISHLRRE R
BERAIXEER L, myMlex s —7 v bE L
7=, YUK AT DDS % fv 72 RNAL O AR
HEFE L TVEY, TR ==K
20 Song H 13, PADO Fabifor& 70y I v %
i S, TN SIRNA A S8 785 2 1k
#11_ HIV-1 envelop (Zxf§ 5Pk % v T
HIV &4 CD4" T M~ 8 A%h=e % fead L7z,
Z O siRNA BENIBHE D) R T =7 v a ViE
ARFETIHIT L A LBASNZ W CDA' T iy
(LT R REARREEZRL, &5I2HIV
env & SEHL S B EMITL O B2 TIER 10 L
T c-myc, MDM2 , VEGF siRNA % #F#HR D 1295
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