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Small interfering RNA mediated multi-target therapy of cancer

SHAO Rong-guang’

(Institute of Medicinal Biotechnology, Chinese Academy of Medical Sciences and
Peking Union Medical College, Beijing 100050, China)

Abstract: It has been reviewed that as many as hundreds genes are dysregulated in various kinds of cancers,
yet most therapies are targeted toward a single gene.  Recently, the mode of cancer treatment has been changed
by a shift in thinking from mono-target to multi-target therapies. Thereis considerable evidence that these have
a higher possibility of success than mono-target therapy, and multi-target therapy should remain the most
attractive avenue for future treatment strategies. In this article, we attempt to provide evidence for the role of
small interfering RNA in multi-target therapy of cancer.
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RNA THUHA LT LY F TR, 7k
R Zh RERIAE DS ‘5 I8 RS 90 b R 15 B4 ), e 3k
DA77 i s BRI . RNA A
TERPRIAE T N EAFELLU R LA . © 2
T BERETT: BT RNA T 6 i 850 57 b BELIT 36 R
Foak, BB ROE R D RER P T R . @ HEE
s RNA T-HURE m 80R e o BT BE R ik, A
RSN FRA B AR R Y Dh e . @ FEPRIERIA T
P AR B R R RNA 856 b s
R, 51 M1, @ Rk AENLEIETT: B
T2 RN T30 RNA (small interfering RNA, siRNA)
AJ DL A 22 BRI CBR (R 8 R, T 4 A5 5 A% i %
BITT9L. ® FUMRFT 250 . LU 5L R 50 A5 1
RNA F-H7-5 4 mRNA (14 50 X A BAE 40
IR I ARG . AR E A2 SRNA 712 48 R
WRIT I I R
2 RNA FH1#l

RNA 2 EW kN EE WY itz —, ©5
DNA i i — A AR dr O HESE . Bk 2 (1 TE
PG AR W], RNA 762 130 FE Hh 3338 10 £ a5z
CLBRAT A AR 2, RNA e i o034
SRR T R OCHE S RIERT, 51540 M B R
PR B AL AR R 2. RNA T4
RIELF AT RNA il L R IR M Th e A7 T 438t
AR RNA TP A S —Fhs K AR s T,
JLJ B T8 R B A RSP XU RNA 155741
FESE 0 H bR SE R OBk, TV BH T R R g . JLp
SRNA FI1/ RNA (miRNA) 2 5 Ff 7 510 4 S 7 3
Bk o R RIS R R, eI A Y, B
HAME, YA 251k, SRNA &7 RNA T3
AR OUEE RNA B AR 8 N T ARSNGB 7 v B
RNA, %) 21 MgE 4. SRNA 7E RNA JTER
WA OER], SR E mRNA BEATREAR . 7R
FLAWHFIH SRNA Filji &% RNA (short hairpin
RNAs, shRNA) #E4T RNA T4 LLAd 5L RIT 2R B 2 %
H KA A T H . RNA T30 REAE BRAR A
SIRNA 775 F B Rk A 2t .

iR A H T AN B L T AN A R
o et e ST bR A DG 5 DRI R A Ok R IR T 21
B0y BAHUMIR AR RNA 407010 ST K
HAHE: © JEEIER, W ras. raf. ber-abl. c-myc.
bcl-2 &; @ EKF T 5244k, W EGFR.PDGF. VEGFR
M TGF-B 5 @ HEAWEM, W PKC. IP-3K fl&E A
B A (PKA) 55, @ HABGMSE AR s2 g, ks

SBE AN PR 2T & A RO R 14 ©
200 0 2 R 7, fn p21.pl6. cdk Al chk %% @©) i
4L, W MDR-1.DHFR AT MGMT 25; @ oAl 4
i For 1t DA R T A FiRg AH DG KE R 45 o 5 LI RNA T4k
B b ] DU JOC T BRI AT 328, dn SRR RS 1k o b
FRAERE. MREESEBS (KD,

1 EAE LT RNA T HE3E A
% LiLE 5| 40 &
Fk R e RAD51 . ERCC1 . UPBi4IfE. COS-7. i
ERCC2. ATR S2. NBS1. FA 4l
MRk L% E K-RAS . EGFR . XAPAN-1.A431.COS-1.
C-MYC. HBV mRNA. HuH-7 . SiHa. SL2.
E6.Rb.INK4A .Mdm-2 MCF-7, HeLa. HCT116
MR 2 5% CXCR-4 . FOS . MDA-MB-231. HCT116.
MMP-9. EphA2 SNB16. PANC1

i 988 1055 T RECK. Tie-2 CL-1. A Bz 4n

T dgE 4 MO P T Livin. Bcl-2, XIAP HeLa. MeWo. H1299.
MCF-7

Jil9a G PKB. IL-6 Hep3B. #h¥)41 i

(B : Frontiers in Bioscience 2005,10)

I RNA BB R I BT 299 5 3L
MEER VR IT 29 R ia T AT, B RIT Be
WA AE AU, SERZKFYRYT, & WIS P
Y, 252 sy, nTRREEAS R G vt Mt ia 7 7
SR R
3 A[FE sRNA Z 8 8y1E81ER

P TR — b 2 SE R P10 5%, R RNA
TFHEB AT i Ja A OG JE BRI R AT 22 F1 40 )45 7 A o e
7 8o VR BT XA B IR A OGEE IR, vl B T
#115) bal-2. cdk-2. mdm-2. H-ras. pkc-a ] SRNA, X
U5 SRNA 1A He 0 ) 5500 40 i e e, I
IS5k 68%. 64%. 72%. 74%F153%. 4 5 Ff
SRNA BEA N, ftRE s EA SRNA XA
FIRAN M A

HALER T B (TGF-B) & —M £ Ihhedl A
1, eAEER 2 AR A KNG Y T2 A,
i TGFBR2. TGFBR1 fll Smad ¥ s [ 132 145 41
TGF- 55/ F TGF-B MAEKIHIZLN. . TGF-A 11
0 A A T R AT e R A e e FE b & 2k, TGF--
Smad &5 5 4> T 5 R R B O V2
TR L . Jazag S —ARE ML PR AIME AL
M= A AR RNA TR, il —1 RNA
P E BARAT B Bk TGF-4 38 % AH 5 1 £ Ff Smad
Yo MM Juiz ik gk s, RS Smad2,
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Smad3 H! Smad4 & /K EE T, w0 TGF-B
MR 40 i D BEAS R R IR o s, 28 KR @
G PR 7255 o 2T R RE G T A E S
HRCER B — L R G VA AR (1 Aol 7

g i RV SR RT3 (STAT3) 7R 41 i)
A TR R EEEER . STAT3 281
A (BB E M B16 4IR) b EEinit,
I E o-myc JER R IE, Fk STAT3 & NE A
I RIATT 2> T4 5 . Hong 5B KIoT i %0k
RN BRI 738, 4% T ¥R c-myc FI STAT3 1)
SIRNA, Ell essiC-MYC Fil esiSTAT3. X4t SRNA Fijl
BIBC A AR HE /N L B €8 2508 B16 411, Bk esSC-MYC
HI esiSTAT3 #BAEFNH B16 40 ity A=K, il k4
h 34%H1 36%, TEAHIEFIE T, & BEA N H 9
2% 5255 = 2 62%. AN SRR, essC-MYC B
esISTAT3 X /n Bl 2B €0 287 AR KA 22 40 ok 62%
H1 51%, esiC-MY C/esiSTAT3 A VAT HL 3897
SEAF A SOR AN 0] mik 81%.

i1 SRNA T XIAP. Bdl-2 #ll Bal-xI A& —
AN RTIE R e R YT ik, B R T T
BE A A1 5 o b S Ria 7 I B 2 kA 0% . Kunze
2O B ) XIAP. Bel-2 F1 Bel-xI 1) SIRNAS % Jufif
bt EJ28 4 M, Joie s AR eI &AL, SRNA />
T IRIX LG R R0 B PR REE A 1 R IA | T 4
{10 A= A R 5 40 LGS AT 2 P IR RO o iR 4 i
T Ik SR AT 2R A 0 T B o SR I e — LR (4,
DR B 5 I R A 5 8 A0 AH [ 1) 22 A DR v R B A 2K

B 1) N iR I 00 5 Sk (hTERT) mRNA (1)
ShRNA R JTURLAE A A 56 i 8 40 i 1) A A 0 i) 2 ]
LLUIAF] 76.5%. A4 T KRB H A #E shRNA T3k
K, Chen &My g T 2 L[N shRNA KBk, 7E
S b R IR A BT R VEGFLhTERT Al Bal-xI = FhA
] S R ¥ shRNA, 2R )5 B 42 v 5 2081 B S Al 8% A
Hep-2 itk m, ZiRKHLZILD] shRNA Kk # ik
BB VEGF. hTERT & Bcl-xI mRNA I [ #%
%o MR A K £ O shRNAS SO g 67 280 W] i
UFFxf B AL R R e gl . 4bHE 14 d J5, shRNAs X
A AE KANHIZ k) 91.2%. WFFT 45 KB, 5T RNA
THBARN 22 58 5SRO & — AN K v D
JEERIVRYT T %
4  SIRNA ¥ 5F 254 B934 1E A

UG R EK T34 (EGFR) fllRIFI% 2%
Je Cerlotinib) #HEAELEIGIR BRI, (HOK 2

it S AN N, S I g AR R Dk i 24,
dr 2R KB TT90M-EGFR HEK kA4 75848,
WEFORIL, 40 A K R 5248 (MET) 75 Ml 40
(B35 H1975 40 i) Hh im0k, 44T [\ N AR EGFR 1K)
I . BRYR Rt 25 il H1975 41 fu gk s
L858R/T790M-EGFR, i i ¥t H1975 4fi ik Y
AR MET. /N1 MET 4617 SU11274 4 5411
AAMIEIR B R TN 25 1) H1975 41y =451, Ltk
B e m 3.9 4%, (BT MET Al EGFR [ 14 111 H520
. B RS, TEMRR SU11274
IS A AR H1975 14K . SU11274 1
SR B e 6T T U AN MG 5 AR A7 A S MET (R4
o R RNA THLER, 78 H1975 4 i b Rt MET
i/ EGFR, 453 W RILH N i MET F1 EGFR nJ A
JnoE MET/EGFR XU 5 18 B 14 T Ul /e H o 3
BT MET (1) 88 a) #0860 4F H vl Be o2& — DRI
T790M-EGFR /335 %5 J& i 24 14 1E /)N 40 1o fil s v
JTFREE.

M A AR 2 R PR E BERE (MM 1R AR R e
T FE A R HE T AT, MM 40 20 WA I A5 Y iz A K R
1 VEGF, MTTE— {1k Jies 41 i 1) 15 5 . K ol dehoff
ORI SIRNA T4t VEGF, J W EH VEGF F il /&
M REHE 4L = 26S H [ I AR 1 77 B 5 420K (borte-
zomib) FIET . % VEGF siRNA J&, 7] ). OPM-2.
RPMI-8226. INA-6. Jurkat. Raji. Karpas-299 i
MM 4 i VEGF [RIA#A Nf%. VEGF SRNA
BFEFES OPM-2.  RPMI-8226 I INA-6 41 a4 1.
VEGF siRNA FIfJI oK & A2 MM 48, 2558
B[R T 4 A 1 GE R 5 S A g T, B T VEGF
SIRNA sV ok i Ab B . b4k, VEGF siRNA Al
TR A KB A5 b B B 100 % MDR-1 2 R MM 4
Wi 2. &5 KRN 7 A B E RS VEGE
SIRNA G N Al 3 mdo g i ok, VEGF n] g &
KM BER VAT I — N TR R

PUATE A Survivin ZEARFEIPR AN 2%
ik, BLFE TR 0, &5 5 0K B R 40 AN [
IR TR AT 52 . TRAIL BER81 S i 8g 41 i
T, AEJE R 40 ) TRAIL 75 S T BA T 52 7k
Nakao 2 15t SsRNA R i Survivin J5 /& 5 g (¢
HENF 9 Huh-7 40 5 2 T8 TRAIL 5 SR T,
Survivin SRNA ##%¢ Huh-7 41814 Survivin Fi5 F
W, JFIE RS A U T A RS R R R
20%. 1~2 ng:mL"* TRAIL X551 F Huh-7 41 jg
TS, 1 Survivin SSRNA #£4Lfig i 2 $LE TRAIL 5%
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MBI T: o« iZ45 B4R Survivin KFE 5 Huh-7
X TRAIL 15 Bk 4HS, Survivin SRNA 5
TRAIL 66 ] BEAE TR YT 1R B S mes o
PUIRT I W ERAZ B 5 BT B T 1 R
ST A B A AT . SR, R IR SR AZ BE R
SFEUE R MM ST Ah, BT & A Bel-2 fET

Z R R AR I, PR R A e e 2 P T . BRI,
George Z5 M [ SIRNA Rk Bel-2, I 5 H] &
(100 nmolxt™Y) 5842 BE B A A0 BN R T 40 e R
U138MG Fil U25IMG 4fi i, fe i 58 4 8 R,

calpain Fli%1t caspase-3 KA I, JFAE 141 g
. EANEIETIMIE, Bax. Bak. tBid. itk
caspases. DFF40, L) lamin. fodrin #iI PARP [¥] Wt
P B I, 5B, BEARYT R
R E A M T AER, UiB Bel-2 SIRNA il
%S calpain Al caspase 7K il i A¥, G 25 1 i 28 2 i
AR N R AR T . Bk, R E M
Bcl-2 SIRNA I I Ay 8 i) R e o 4 PR 110 28
BRI TR R SR

TR R AR S0 RNA T4 B A BRI 5
TE A0 R PR P A A A, DR Ay 29 R 2 28 A e 9 4
JRIA BT H = 4 SRNA, 85 25 08 15 F s i
FaE A X TRAIL A 41 IIET o i B 1
e, LA DR DR PP A i i ik X ORI T
HANHIE T XIAP. Pan U2 ] 58 i 5 (ZD55)
Fik shRNA, TFiik XIAP, [[i] ZD55 #i% XIAP-
shRNA F1 TRAIL ZEA 40, A4S 4t g Fik P 5
WIRR BT 5T 45 5 Bor, ZD55-XIAP-shRNA Fl ZD55-
TRAIL BEA5 B eS80 XIAP Rk 2 R i, JF 231
SREL PRSI o XA R ] LR ZD55 ik
SIRNA B ik 2 a8 i DR, il ok o 45 o T R T
AL (14 ~F- 47 37 Sk s - T-v6 7 e e o
5 SRNA % DNA 5155 8918 354k

R VHEST 2500 SIRNA 26535 25 74 Y 40 i (1)
B, Le 29k T Bol-2 F Bal-xI SRNA ik
Bk, JFRCE YR, Bel-2/Bcl-xl SIRNA #%
P4 i (¥ Bal-2 Al Bel-xI 3 PRURITER (1 63K 7K 1 G
N, Bax SEEMIACEASAAAE, {H caspase-3 [HI7K
L. MTT 45561, Bd-2/Bal-xl SRNA % 44
J{IX} 5-FU (5-96U R M%) Bl Bk 2 D2 IR L B v 1)
BUEE . S AR I B, Bcl-2/Bel-xI SIRNA
LR G4 Mo GL A B, A 5-FU B
HEMAR G GL BHW & A — P . & R R
Bcl-2/Bcl-xI SIRNA /3 R PTER & ST 2]

RE ALV 7T 1 N VR 7 S s

Mdm2 & p53 A E, FAmHIIL A,
EAEZFIR T RS, R R ER T
A mdm2 mRNA £ SRNA, 3EATHTRE B
T RS AR AT A7), mdm2-siRNA Jd
TE6 EEJE DR dm?2 5 e 1 T4, BEBT mdm2 - 511
P53z H LRI AR, $ewm ps3 MK, #— 3K
DO NN R i R N N R S R T
mdm2-siRNA XA T-#11 B A FLII s MCF-7
BEWERIVEER, RNy i 38%5 % C
A W AR 2 T

Ito 219 F 4 B 1) Rad51 sIRNA 4L 3 Hela 41 i1,
2 d )5 Rad51 WIS RT AR, 4 d 5 Rad51 £ F5¢
Ak . Rad5l SRNA #:4LJ5 1) Hela 4124 0.02
oL M IBAA AL EE 3 0 i, % YA 1 v I T R B
NRET R 10%. bAk, 2RO S 4 i AT i
Rad51 SIRNA J&, X E () RO E 1S 58, AH A2 00 IE
N BT A . A 255 R, Rad51 SIRNA 4t
PSR, RadSl sk /KPR T K4y 25%. 5
Rad51 siIRNA sl i1 # i Lk 4, Rad51 SSRNA T4 i
TRy WA R A K . RPN AR, Radsl
SIRNA 1] 384 5 U1 X e 40 G 1) ek

A T NPM-ALK kAT 1(2;5)(p23,925) %
ARSI AL, {E 50%~T70%IKB 47 & & A4 Btk t 5%
(ALCL) ik, NPM-ALK J&— R e kim0
SO, 38 I RO LA A 2 B A e 4
Ji o S 7RI NPM-ALK S — sk 78 )k B8 VA 7 0
2, Hsu 26198 ] SRNA #5540 T NPM-ALK 7
ALCL 4l Jfia v i) 3k iF 0L B, 1(2;5) B ALCL
SUDHL-1 il Karpas 299 41 juiif )1 B2k, HARKRAELE
Ytk 54 () Jurkat F1 Granta 519 4i Jfil o 3t —
JERW, T NPM-ALK, 455 58040 f b s~
AP TN Mg AT i, ki,
il NPM-ALK  fe3 g iR 41 B ek A6 7 It Uk, 359
FREEMERIE NPM-ALK XFARFE ALCL 40 136 1
L), PR 3 R AT e & NPM-ALK BHPE
ALCL [ AT 1T VR YT S o

Zigit X B4k (PXR) Al A Ay 2 5 R 142
29 A . 40 iRt P450 3A (CYP3A) Rz
HiZEARGRRMERIE, A2 HAmAER 1
(MDRY1). filit5ikl], ik PXR-CYP3A &1t
{10 A 1] P2 1 A I A AR A FH PT BETE 7 2 N s v R 4
FEAEH, M4 PXR B BERE 58 PXR A5 I A4 A
I TFRARPE 5%, T30 PXR #0850 7 CRESI
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& CYP3A4 1 MDRL) (#2535 . Masuyama %517
WFFT RNA T8 T 1 PXR 3 58 249 B0 R v il
PERIEAEME T . S0 SRNA B ye4iusitt, PXR
BofR. SRAZEE. 4. MR ek AW A2 {E PXR
SIRNA # 4L 41 il (1) CYP3A4 Fil MDRL & [ Ji /K -84
e FCARTEAERS, AR PXR 5 A8 % B0 sk
AR T S N . BRI, PXR R
T RN AR A R N, S R PR W R
W2 GUEFTRH 2 5 3 0 4E PR T . PXR L ERIA
| B2 e BT A 5 110 40 PR A KA o R0 4t B o
B R, R0 PXR NAATREL DB FE N
YR YT 75, W DA At M i 2 1, 8 b 2
VIO o
6 SRNA BIRUITISEER

MDM2 85 14 31 BH 7 S 1025 R fieb 988 T30S Uk
PEJT T RS R BEAE Y, & — A5 IR 294
HEFR, HH] MDM2 w] LU e ol T8O 6 97 ) Uk
P. Guo 258 ¥ it 74 A MDM2 mRNA B4
SIRNA J7 B, JERCI T e AT AR /N ai Ma il AS49 41
MUR1E . ¥4 SRNAL B sSRNA2 J BERiA#H A
PUR/UG Jii, A549 4 i MDM2 mRNA ik 7K-F-73 )
WD T 72%H1 31%, MDM 2 25 4 232 7K 1 [A) #E 32 21410
il ABAQ 4 i i Ye 15 3Rk B A i B HE BE ) 0 BRAIK,
0L 0F L B AR A (IR) BERSUER . IR 5 3 AB49 411 il 2.6%
(R T F 14.4% (3R 48, MDM2 SIRNA %5 30.1%ft
TR 12. 7% 385, 11T MDM2 siRNA Fll IR BX A
I7 5 40 R H T B N B 45.9%F13K 8K 15.2%, k&
B} MDM2 SiRNA a8 4 = fifiis (1) TS0 BBUB

ISR A I s A% PR PN VDI (APEL) & —Fh Xy
e AP N DI AR SR R -, 75 DNA B L Jf5
SR AR . Xiang ML T ] APEL
XF IR T VR T IR Y AR BOE . A N APEL
SIRNA [ Ad5/F35 I B804 G K i &5 e 40
7F LoVo 4l s, APEL #Z15R1k, APEL Filfifmss
K7 NF-«B #3435 . LoVo 4 fflid% 4+ Ad5/F35-APE1L
SRNA &, SEGHEAETER> APEL S AT AP
VIBGTE 0 1 500 . AdS/F35-APEL sSRNA i 3% 1o
LoVo 4 Mkt s G pBoskdk, JEsE nan e v 78
LoVo 4ilffiarh, FEHE 10 APEL KIA 27 B M E,
PR B0 NF-<B 1] DNA 454 7% 1%, Ad5/F35-APE1L
SIRNA e 280 A0 i 4 75 5 16 APEL 334 il NF-«B
B . TERR B R &5 i, Ad5/F35-APEL
SIRNA IR L 45 g APEL R (I I0R A, JF B &4
e R OOF bR AR AR E T . BIFFT 45 R APEL

Al RE A — N PUAR SR 7, B APEL RIA i —
T v e Ra TBUR R T BBUR AR I A T B

XIAP j&:—Fh caspase-3 #lI[A 1, Ohnishi 20
K F P BlORE A () pS3 B AR AR ON FE /N 4il A il g
H1299/wtp53 i fiifl p53 548 A H1299/mp53 4 i,
4 XIAP-sIRNA # 34X et fiuJ5, XIAP £ R IA W
SHANEl. XIAP-siRNA 7] DL H1299/wtp53 Fil
H1299/mp53 4fl i 507 i Rk, B4 H1299/mp53
N A% XIAP-SIRNA U7 S (8 T 18 1 RN
caspase-3 i . /E I (2 1 75 H1299/mpS3 41 i Hh 22 Lt
& H1299/wtp53 4f i rh SE W] & . 25 I 4E s XIAP-
SIRNA 2 R s va )7 It T ge 3 B0, 4l ps3
GEAR T IR (R VR TT

TRIA Aurora-A Bl S 22 B N MR ) U RN
ARG . Tao 2529E(5 T IR J& Aurora-A 3%
WEE T 208 B ) 390 R e g 4 PR 2R AR S . IR
Aurora-A siRNA 1 PHAG80632 (L% Aurora ik
) BEA, 45 RS Aurora-A BRI 3,
TR T IR B SN MH T %I R BRCAL 2R4:
PLROTERL, IS SR AEAE pb3 ik DR i 2k 11 Jir e 4
Mo /NN TR RIR (p53-/-HCT116) I 45
REIR, AuroraA WEEHIEIFIE IR BEAIGITREI 2
SEZE IR AR AT TR] o X el g LR B Aurora-A 3
AR i 6 4 R 40 B TR YR T TR RO R )
J& P53 Fk IR BB Y 41 e

AL PIE 5 Peroxiredoxin | (Prx-1) /& Prx
FR ) SR 53 2 —, 8 R AU IR R 1 R 4 ek b
AL R4 . WA IR BoR, IR TR Prx 7E0 7130
VA A1 I, F] Prx 12 IA W] DU s AR S 5
S MIET, XL Prx ik ] Rt — AN
() R RO 9697 UGB . R TR 360X — 3, Zhang
S22 s E S 1) SRNA J0046] Prx-1 76 A\ Wi s
SW480 il Jitd H it KA, 45 R WoRE 4] Ad-SiPrxl B G
/D Pre-1 75 SWA80 41 i fr1ak, A fivsi /b 41 i)
AKFE N IR S dl st T, EfE R & ik
S SRS I 2 T 4 BB E T, R R Prx-1 BRI R
ko TV 4L Ad-SiPrx] (AR BN, 7E IR R
2R3 1 TOUAL B BRURS AR IR, SR R A
B P TR 2R K ], A R AR EE R Prx-1
(14 2 15 W] 8 s o JRe A TS VR T R U P, R T
RE A — N TEMIIR IR VAT N 5%

S 3 avp3 IR B AR R I AR R A
Mo A T B . Cao S50 FAh T4 % avp3
TEFLIE O I 52 TR PE R, A2l T avp3 SIRNA 5
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JEOT BB AU R VR . SO T B E R, avp3
AP MCF-7 4005 avp3 BHYE(F) MB-435 4 ifg tb 45
XY AU . T BE i MB-435 40l avp3 11K
K, 1M avp3 SIRNA RE A R B 41 il avp3 (3R IL,
NI 5 BSOS BUBE I35 0. avp3 SIRNA 4 HE i
SSF5 5 R0 4 ) R s O 5 0 4 B R 3 G2/m
SUIBHLAE o

A, NBSL & AN ] A (5 5 &
DNA XU K446 5 A7 22— . Ohnishi 224 A4/
411 B St 40 i R AT Y pS3 JERE A (H1299/wip53
4 iy p53 HF A4, H1299/mp53 4l iy p53 548 Y),
JH DNA & 8385 NBSL JEK (1) SRNA B \ix st
b, SRR, SRNA [REGLfAeis it m H1299/
wtp53 1 H1299/mp53 4 A x:) 4 5 1) U . 71 NBS1-
SIRNA #eyediffarh, mf L NBSL (1985 1 IR T FRAl
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