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i, i, SRR, SRR (RVEEL LD
ITERERRRECH ) AFELIGE T 7 Y RIET S
ki b,
PIEMEFEE L LT, BIED > £ 8% O T
BHENTWEHDIE, "YF ) RIS S
ABVD#ERE (T NV T4y Yy, Tvid~<A vy,
EY 7 VRF, ANy ), THIFEIERY ¥~
Y ooRfEICR 95 CHOP B (Y7 akRkA7 7 3
R (Y FFH®, REyrEY Y (FRITY
VO, BV I YRFY (FvaEV®), AL Ry
o), BHFY > 8Eicw LT R-CHOP (V)
¥4 > +CHOP) #ETHD, h o I3
HErEzohTws (Fig.2)., b5 A, FidEE
WP DR BT S FEL, BIE b FiBlEEA O
BAFE « AR RNTE D, SHBEESEEEOM
BIRZEEL TR AR AT W S,

B NBICSHT 55 FIRIEE

W) VOO SN, B OBEETF O R
NWETHB EHEZ65NTHEY, AANRE, Bk
HIEOHE & 13248 D B—EEFEEOMIHIT
SEEEEERHET 2 2 L 3RETHL EEZ SN
TWw3, dE, 20k S RO TIENEROZERST
X BAFEIRE DB CHRfEIC R E S ND LDk -
7o, BEALEIDHHRERI D% < &5 5 fEfEkED
5, [HFERZE NIBLCRRI 2 FER T Ko Tw
5.

FoHT, Y CoEOBBIZITEKRE 5
LTWw3H, [4TFREREE O A REE 3 D1 KH
S, 1) EGMCHEET 20 F2RMRT €/
7 a—FuPifk, 2) small molecules &’ %
STERO/NS REYRE, 3) DNAS® RNA &w 5
KRR DOBHFNTH 5.

1. €/ 7v—F ks

FD LD RO FTY, BHIKEY > SEEREH
JFizxt 3 2 9 TR O E M, ZhE Tk
DREETH - 1AREME B Y > V@, HRMEB
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MR Y > Nl & DGR ERED D SR TWw 5,

BiAffaE ) oo SfE I AR 5 s PRI
13 CD20IZStd 2 € 7 u—F APUEIEY Y F o<
7, B X UBEHERMIGRERT / 7 a—F itk
JARHEHE iburitumomab tiuxetan 3% %,

—75, THERGYD »oRE Uik, BUR TR
KWIZETYARHZ2bDIFZ LW, ZOHTYH
CD52¥ifk#E, ATLL 23t % i CCR4 Hifkgik
WK E BRSO T 0D,

BimRaIE ) >/ BEICHT B 2 FIZREE

1) ¥t CD20difk
1) VWHFy=7 (VYFH9
1) 5B L OERERF

VY ¥y~ 73 BififaRm o CD20 251 & 3 5
RUAsb b NFRATHE ) 7 u—FNPHEETH B
(Fig. 3). CD204rF 13 Bl b o#Ef2E T, KB
AR, BB, WS L B ORI AR S 1,
RN, V) 2o ERRESI O RFEASS, S b DR G
Th 2 IPEMIBC IEFEB Sz w (Fig.4)., 202
Lid, VYR TBEYLIGECS, MEFROD
PUAMIZZH IR S N D 2 D n b n S HE
WKHFGLTwSbDEeFEz o605, 72, CD20EIM
WHIZHERE S 2 2 & 237% < (shedding), F7zHifki
EDMER LT b MifuERT > A L2 D IFEEL
72D L7w v (internalization), HiRIERE DIE
Bel TELZBRZALTWS,

Rituximab 1Z, ¥ 7 2D CD20¥i&TH % 2BS
AL FOERMBEFT HF A THURT, £ b
RN TOHI~ 7 AP (human anti-murine anti-
body, AMA) 7z £ O BFEFUADOEEK T ZHM & L
THIFE S 72, e & RO ERE 2, ADCC
WEEDOM G & W o LR EAE S TWw A, Ritux-
imab OEMIEEFF 1325 4), Aidd ADCC MR FEE
L &7z, apoptosis ZFEET L EENER L H S
DY F v~ 7 RIREM G E RS (comple-
ment-dependent cytotoxicity ; CDC) T EkTE
1 0 8 %= )R s (antibody - dependent  cellular
cytotoxicity ; ADCC), BL U7 K b —v AFHE L
E1Z & - T CD20 5 MMl #2455 9 % (Fig. 5). Bl
@V >N EDO—EIZ 1E CD204 T3 FE S T
WIEENDH Y, BERINZ CD20FR 2 /RS 5 2 &
BILETH 5.

II) VY9 > DIFRE

e 5813375 mg/m?/[A1C, EHERAIC 1 mg/ml i
FHMLUEL4 2, Rituximab HEHFFES D513 1
6] 4 ~ 8 ERER 59 5. CHOP ik & OftH D5
EiF, BIHDZWIEREHOWIT N THREARETH

Rituximab (1) V¥ wJ:11)yxH>)
REFIENICER SN
murine/human DX A SEE /4 O—F )Lk

A

— Murine-variable regions bind
{? specifically to CD20 on B cells

#—— Human « constant regions

Human IgG, Fc domain works in synergy
with human effector mechanisms

Adapted from: Ryback et al. 1992

Fig. 3

B#iRa 5 EIZdB1F+HCD203 FDHE

<4—Bone marrow =——=p 4= Blood, lymph =———p

Pluripotent  Lymphoid Pre-B-cell B-cell Activated Plasma
stem cell stem cell | B-cell | cell

CD20

Rituximab Rituximab

- CD20 antigen®F| &
- BMilaicRE
- RS BENAEL (shedding)
- ﬁwﬁﬁ(:* Umuﬂihtb\ Adapted from: Male et al. Adv Immunol 1996

Fig.5

%, BERBEBHRAIYETIES~THRE > T
B3, LRI IZ ¥ D305 TEAEFED20%, i<
1 FFfEI TR D D80 % 2 %53 2 77k, 6093 TH
5522 eNHRETHDESOHENDY, LD
BICTHRWERFEEZIKITITEN RV, VY F < 7 H
KIOEREEEE BRI Y > SIS 216505 L L
T, P - FMMEEEE B Y o S fEL66H
CR 6%, PR 42% TZR)Z1348% Td - 721,
INET, BHIFEEMY vz 2 {baapk
rLTlX, CHOP (y7ukA773F, F¥FVn
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w e,
5 044 cHop®
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3 P<0.001
£ 02
<
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0.0 T T T T T J

05 1.0 15 2.0 25 3.0
Years after Randomization
No. AT Risk
CHOP plus rituximab 202 177 137 108 83 19
CHOP 197 144 101 72 42 17
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U F UV THEBBID EFS I8, CHOP BESNEIS YBBIRIERL TW\2,.

Fig. 6

Eyy, EVZYRFY, FLR=Vor) gED
k% DV Y X UHFES NI, RIERRE R 2
b CHOPERICHE 2 bk x <, RE
CHOP BEDEHERRER TH L EFHEZ 6N TE T,
—HT, VYF¥T7REAETEL X OEYEES
RIVEE L BT DGFERE L OB AIRET H
5, MY o EICRER I N A EERE Y v E
LTI Y F v~ 7ERLERE L AL 2w
EFREDO LGB W D b iTbhTws, ok
ZIXV Y Fv~=74H CHOP (R-CHOP) #&ik&
CHOP D 7 v ¥ AMEERER TlE, 2FMEB L O
CR %, f#EAFHRMIE R-CHOPO »8 CHOP X
D B10~15% RIFThH -7z (Fig. 6)°. BEY Y F &
~ 7 CHOP 1 ETHRE M Y >~ N s L OE
WPERR B Y oSt 3 5 EHERIE R & A
RINTWED, AT 2 EBERFFRERC O W T
SHBBETORMDH 5, OV F AR B Y
> oNfE (diffuse large B-cell lymphoma ; DLBCL)
BFOWETH - & HENFHWY U RERETH
%. e DLBCL x5 & L7z R-CHOP #&ik &
CHOP B D MAE A b EL il T 13 = 8h 3, 477
fij7c £ T R-CHOP &4 CHOP LI - 72°. R
-CHOP Sk IR E BMifa: Y > SETH95%
EVDFOELERDPE LN TE D, HEHEFED X
SR TOFEAN—ILL DD H 5, oo B
Mgt Y » X ET B Rituximab 2 & A 2L
FEDMTONE XLk TETWED, EDT3
T = WBRODHHRERET, SHBIET Y ADEHED
Yxnd, flicbERSERIHREINTED, B
1 R-CHOP & »3# 1731 DLBCL 12343~ 2 #2#E 1Y
WEETDH 5.

R-CHOP #ikix, #E, 6~83—X(1a—X
IX21HM) MifTsh 228, FIEREEIZEAlE L TA
BEL T2 2 0% <, 2BEERREL, Rk

ZRIED 2 TS, BEEEE K2 ON—RINTH
3, VYFRy I rMEHEITRETHY, B
AR & D FURELEZEIHIC 2D, ZOMMOHEE
HRELTE, 7V F—RIGICBEES 2 b D25k
FThY, FE, BER, THE, 2, RER, %
&, WRHHIEME, SUESORERL EOFRIMBEE IR
shd, BEICEBLTIE, MEERSE fiexy s
VEE, BERIRER L & R TS T 5, TV
VF—fERIE, PIEHRGRIC S - & bEENE L,
252 [ H AR 3 2 EHMICH Y, human anti-
mouse antibody (HAMA) % human anti-chimera
antibody (HACA) dELINIZL W EBHIS L
TEVBYRLEEERUEETH S, —HT, BEXE
JE0 (bulky), HIMHELEITIE, S HIlEIECFE
9 tumor lysis syndrome % cytokine releasing
syndrome FJEWZ & 2 HREECEELILETDH
5.
2) B eEREE  Ibritumomab tiuxetan (¥ 7
)9
(1) &EB X OIEREF

BffaiE ) > @2 P AFIEITHE L 125 S
DEFHF LR L T, VY SRV EHHALES
EFEETUEDED 5N DD, EEIX, FisAHH
200, VY FYS T THEBTE R WIEFIIFEET
5, MY oRJEE, TR WG
<, EEREHA (CS) 781 & 2 WXL O%E, JHTHK
HHERIE 2 H 8T 528, CS 23, IV R
BPREIEEIG Tl v, Bz, ) o EOFEREEAL
W&o TR, UM, U e ERRO
BITER N FPRRICHEET 2 JReM: b R 3Rt & &
VW, Z 2T, BEREED L U O ERA TR
W/ 7 u—FVGENBF S, ZOE/ 70
— P VIR 2SRRI G S ¥, AFEER 2 RIE
RicHl 2 2o, R CHREHRERZ1T5 L v 56K
ERBERES N, BRCBRESE BT ok
HiEhs vtz b3 2 1 26 L7 8HT
» % Bexxar PN HFE S 727, v BRI & 5]
TlE, 70RX7 74 Y8R EFINSHEDBHEG
L T Wiifld b & T3R8 E S 5130, ks
5y YF V=¥ a v AT TOEEERIRIOHRE
WAREIZ 72 272 EDFI S H %03, JEIMI - HR
NOBERIGEG R I TR D D, ZRME
#5MDS &\ -BITER O RTREMES BN T 5. G
HERTEERIC T 2 HFIOB LU WHATIE, 25w
ol y MERL T 2EFIEAOEANTOHRE X
FEB SN0, ARWENLFRRICK >z,

IR, 2B8 iR (ibritumomab) 1 HERE
[FRLTTSRIC Y &2 WIcERRTE /2 7 v —F VHiesk
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Zevalin DS

Malignant B-cell

cD20
antigen

Zelenetz. Curr Opin Oncol 1999;11:375-380 Tiuxetan
Press et al. Blood 1987;69:584-591
Wood. Am J Health Sys Pharm 2001;58:216-229

Fig.7

e d% 5 E (Radicimmuno therapy)
iz NHL® &

© BEERMIZYD BRI
BZENEL

- RIT IZKYHHMICERED
AR S A T RE

- RITIZKYEBEOEHMERS
SBETTEE ‘cross—fire’ effect

- Bulky mass®MEIZZ LLME
BLRISHE

- BEASBA~ORITBESTA
RINRIZEEHLND

Naked antibody

Press. Semin Hematol 2000:3Xsuppl 7)2-8
Krasner & Joyce. Curr Pharma Biotech 2001;2:341-349
Zelonetz. Curr Opin Oncol 1999;11:375-380

Fig. 8

T»H % Ibritumomab tiuxetan (¥ 7 U >) 2FEFE
Sz (Fig. 7). 2B8 Hifkl%, Rituximab &7
EMEDFXTPHETIE AV, Y  ibritumomab
tiuxetan I3 R—FFROAERHIL, ZDO T X)L F —
132.3 MeV TEBEE L 5 mm, FIEHHIZ64REEITH
D, BERWICHRIEENPTRELERTH 5, Y
ibritumomab tiuxetan I3f&E& L 72HilaD A7 5 3,
FEE L TR W OMIIIC & BEHRIC X 2 165R)
REKHT 200 EIND (JUART 747 —
$hF) (Fig.8). Z D&E, FRNCBEHRR T ~ni7
&N T Wik rituximab O Fij & 5 T IEH i O
CD20¥s % 7 uy 73 2% 2 £ T, 1111n 7 ~VHifEK
DRl F N QLY , B ~OEEIE £
5 EMREINT WSS,

Bl (23— F131) &HiCD20E / 7 0 —F Ptk
(Tositumomab) %ifEH& & €7z Bexxar (R27 ¥ —)
K TIFFH SN T B D, RIFTEFER T
Wwgw,

LREIBAEHTT T Y 7 ) v OB R b %
W TH 523, AL T, BEEZIT K
SRR, MRAREE, EFIED 3 A0 F —L0ME

R HH#E Y ST 5,
(2) €77 »OREKRE

BB, CD20B5 1 O s XA ERG T O (R,
B BHIFEEIER Y £ U oS, <> MV >
NETHY, KT, ZhHNDY > EIT
L2HEME R LRI THuRWn E I T
(7). 7L, REEBTR S ERE R UTE
Bz, ZORTIERWVWEINTEY, EREYD >3
& s E TR U 7 i A ) oV
(DLBCL) 3#GE# 2z Twb,

WIROBEEE AR T 272012, FTH U ~iEE
4 % 11n ibritumomab tiuxetan (£ > ¥ 7 A
Yoy y) BREL, o~ a A7 TR LTE
AR R T 5. FEE R EENGHOB L L
TIBEHICTE AN, REREEERTHE1H 5.
2RV o ERE O BRI R E LS D
S, BHERENEE &R BN D 5105 %
WG LLERD L, O XD KB ERNCHERE S
% HINT, BRI % T U S REiarh o g
MU ERBZ N ENLETH B,

Fiz, ¥V 7 ) Ik VRS NS IEE & Bk
FERE (PUAREEARE) 1L@H, WHE»S 6~9 2 HU
Wiz CD20B2 RIS 2 SRR S 5.

(3) HFBIR

Y77 ) v DOIBEEINE, CD20B5E0BF £ 7213
HEAME R BifaIE R Y+ ) VoNE, BXLOD
<2 MVHIEEY SoNEIZ L TRR STV S,

EWNSBINHEFERTIX, €77 ) B EE5E S 740
FEBI D250 (% OR) 1X82.5%, SEE R (% CR)
1X67.5% T, F7-AHKIERG 0 S O M E A
(PFS) OHRfEIZI.6HTL, 5B, VY Fy
~ 7 HFRMEEER I L 2 RIBEEOERICED 5 7,
FEORBEIRI NI, ORI, HBPrick T
25BN DB FIREER T H, IZIXFEREOIEFEGENE S
nNTtnwsg, VYFy=7otikialiicld, CR*E
P °°Y ibritumomab tiuxetan T30% XL TV Y
F ¥~ 7 T16%, EEFEEH Y ibritumomab tiux-
etan TR WK L TV YV F ¥ = 7 TH6% & Y
ibritumomab tiuxetan 23EiL TV 7z48,

YU 7 ) YOFLEERRIIIMEHEETDHY, &
Ko MEH, BER ST EAEED R, MEEE
WEE OEERE L VBN TR T 2 ORHETH
D, B#GHT~IBEBRCRIEELE R EINTVS
23, R (2 M) CHET LA b00H
DEREZET 5, HHRBEEOHE D2, K
BHRIRE ORI RE & 70 2 ZRFEFECOWTIE, F
RS BRI 2 B B 1 s 1 3L R O 2
D& EABREOFREHRE L S5,
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4) ¥7 70 vEEOSE

¥ 7Y Ui, @FIERMECHELT 2N
U HIHEIC EHRIAE 1T 2. 2 55C, EbOTERT
w3, —hHT, BIRTREY 7)) VB TOFE
S IO B 2 LB X ORIRFEH £ TORE
BIRTH 2 2 & S5WREBMEEMSEE BMg) >~
NIEZRE SN TS, =E OB 25 il
T EHEE D B

THERD) >/ \FEIZX T % 73 FHRAVEE

1) CD52%ifk (alemtuzumab)

Pt CD525 UK, ARAEIMBAZER (Fic THil) %37
9 2»1%, Campath-1H (alemtuzumab) 1%, T
MY >N EEEETHERA T 2 2 L 2 EEL T,
HAMA OFEL %z 270t Muah Pk TH
22, CDa2Pifkid, T, BHIFLCHKIRL Twd Y~
INERER L) GPI (glycosylphosphatidylinositol) 7
VA= UNRTTHBLIEPHSNISTWE®, &
7z, Alemtuzumab % B #IFEEE M Y > S 5 s
(B-CLL) WHiEEhEN D 2 2 £ 5, 20014E1C
fludarabine P14 BCLL O REHR & L TR &
N T» B A, i o ST 28058 1w
WS, ) oNEi SRRSO SRR <,
B-CLL D4t @ BHfaME Y > S fE izt 4 2 808 13 2
Lt —%, CD52/EIE THIfIC bR L T b
ZEps, 2O THIREY > ETORRRER b IT
biTsH, T+PLL T50~70%, THIKY >/ jE
(PTCLu) T20~35% DZEFENHE SN TV 5, R
FY I - Bl o R 1380 & 3 < JERIC 13%)
W W EWLIEEIZBHIIY > EOBE LRI
T, bFREL O EA SN TWVL S,

2) P1 CCR4 Btk (KM2760)

CCR4AIZTh2 Y U NERICFWCHBH T 27 EH A
vt 7% —7T, CCR4 I3 A THIK S IR ) >3
[E (ATLL) o #90%, RA4 M T MY > o< JE
(PTCL) O#40%Ic@B O 52 LG s Tw
58, KW-07611 THIfIcFE 3 % CCR4 HiJR &1
& LT, TR EEMRES (antibody -depen-
dent cellular cytotoxicity, ADCC) &%~ dH1
&Th 5, BIE, CCR4BED ATLL 8 LU PTCL
DEE ZgRIC, ENERE 1 HEREBE M TbhTB
D, CCR4 FIADRERMRE, MK F 7213 ) > VHidE
D SERE L - HR B > THIE L TITS . BRemE
ENZ UL PEARLATLIC L, & MBS
CCRAPIEZHIBICH WS ZENFEZ oA TW
LY, F 1R, ENTAXY =1 LTEBY, F1O
AFRFEDOEMEY R [EIC T 2 PG REC AR
BEoTwb,

2. INGTWE  (small molecule)
1) - —YHEA

Fr—veld, VrBEZNT 2BRORIRT
bb., WREE L TIE, R EEN LIy 7 v
BENY X7 OFu) VEEDY VBR{E LT
Thh sy, EEMEOEGcES L Tw 354
b5 AFEFEEE, HEDY VEHEA~D ATP Oz
ELITbIdH, FF—¥D ATP fEEHAICHE
IR &3 2 FER o RELEICIR~ 7 BCR/ABL
HEHA ~F=7Thb s, B N EHOGET A
7 ) ARIEMEF F — EHERIDHTE L TH 5.
1) ¥4 279 4KFEFF—+¥ (cyclin dependent
kinase, CDK) BHZE#I

CDK FMifAA =64 294 2 ) v EfEEL,
FF—EEHICLD Rb e DN Z Y Y R{ET 5
Z e CHilEOEEE 2T 5. Z OFE THETSHEE
FHIH S, EEHIRIE T R b — v R .
Mavopiridol (HMR1275) &K 77K /4 T
CDK1, 2, 4, 6, 7 O3S 2HEL, MlEHEE G1,~
SBXUG2/M ClEIES ¥ 2™, filaEGEIES >~
NI ThHBYA 5 ) Dl OB\BEFKRENERNTH %
~ ¥ MVHRREY oS fE R SO ITAHRER 23T b
1, 11%12 PR 25887218,
(2) mTOR * F — ¥RHZEH (Rapamycin JEEHE)

Rapamycin (Sirolimus) X PUlEZHEHIAME O —
TET, 19991 KE Tl A flH & U CEHEHI&GE
S 721, Rapamycin ORE471E mTOR (mam-
malian targetof rapamycin) T&% b, FRAP (FK506
binding pprotein 12 [FKBP-12]-rapamycin-as-
sociated protein) & HFEEN %, PI-3 kinase 7 7
3 1) —7, PI-3 kinase-AKT pathway ® T i Ciff
fatEsE I B - T b, CCI-779 (temsirolimus) 1%
Y4270 DlOY N7 GFREMNEIT 2720, FH
FE - HEE~ > MVl voNEE R E LI H
BT 72", ER)EE38% & rituximab X%
RO TND,
2) EX b U7 2 FALEERIEER (HDID

A U7 2 FeEESR (HDAC) FHEHNIEE
wwrzavFoEhOE A N 2R v F T B
%, HDAC O % HE T 23K TH S, A b
YDET 2 FMRIRREC % 2 7o OBE T OIREIETE
Mibsn s AFACEE, Z0OfE, BEEMfLost
RT RN =V RAEFEL CHIEEIREFHET 5.
BREEPBGEERE (MDS) Tl X F WU bDEENE
HEICHED S, ZhPRECESEL Tws eF 2
ENTWw3E®H, *F VILIHERI TH %55 -
azacytidine S{EFEFE L L CPAFS I Nz, EX b >
7 FIMMEOBREZEMS) VSETHIME SN TE
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D, IHEEER E T2 2 L0z o 07T, PIHABSS
& N7z trichostatin A X HUEB IR B+ TH
D, HFE, & FuoFYARFEEEO SAHA (suber-
oylanilide hydroxamic acid) WE®ETH %5, /N
YONERMEYD) voESLS N T VAT — A LT
DLBCL @ 1613, 58 RHICEEL T D, fllicd
RYF >V »oNfE, DLBCL, CTCL THERIFINH T
l/)%)lg.
3) IuT 7V —AHEH

AR D 25 2 R % Mg (Cell Cycle) &
22, O TIIMIN TR R 72y N7
BERSRTZLENEC S, TuT 7YV —A3EK
DTN TOMPLLEE > T 2 BERE AT
a2 %175 o i ¥ R 7 EROBRE 2 R L
Tw3, 0z Z OMIANEAEORRFIL S 725
2 VAR T SR o M e O BERE % PR D DI AHDE & &
Wz b, Zo7ur 7V —rRMBEESRS
EERHSIEE D, HIIEZET A b — Rk 52,

Bortezomib (PS-341) 13 ix-B 5@ % 1+ 2
Ze7T, NF-xB2HET 27077V — ALHEH
T, P53, p27, p2lix & OMIFIRIHFIH & > 37 D55
fiF 2 4 U CHIR R 2 1 S ¥ 5, STk Er e
W LEAIRR S Tw 32, —HEEY) Y oRET
X, ¥ ¥ hVHEREY »oSEMIR Y > o EL2H
bortezomib 25 5. & 1, BENHA %, TETEMHE]2
% T o727 JEiatE ) > EOERNFIL39%, ¥
yuzu7) YIETIE31%TH Y, indolent B
fay oSS 2 EREL R I N2, HEIT
DB S R I T3 bortezomib TH %28, ¥
7% B RhE 2Kk o ¢ CHOP, EPOCH, rituximab,
fludarabine 7% ¥ BEF O FEF| DA, flavopiridol 7 &
DFrEE & OO RIERKEAER D iR T 5 5.

AVITRXI7VAF R

1) G3139 (Genasense)

mRNA I U TR A4 ) T X7 vt 5 N
25 L, ZOBEREE I T % antisense oligonu-
cleotide 1%, LAH{2 & 3A & Twiz?®, BCL2 %Xt
RELUTHENPEATYE 2, ¥4 ) T X7
FFNE, BHNOKRSIEERICOHEI N THIRE
TOFETE o7z, G3139& WS BHEFELTH S
415 oblimersen (Genasense) 1% phosphorothioate
BEEOLOYEEEREAT L LWL, By
BRI 3 b 2 m o T 5, BCL2 BN
PV oSBETIE t (14 5 18) BRI & U i MHEAL - w85
FBLL T35, ZnLOEE T LIS L
TEBY, oV > o8fE, CLL, AML, G4z L%
SRICERBBR ST T 5, G31398A| D 1
THEBR L, BCL-2 25633 2 /2 OERE M) > E

L CHAHBEB G Tb s, RBRhE1314
QI E T, PUEMH] & OO ORFRRECEAT L
TWwa2,  Zhlghic, (2) protein kinase C alpha
(PKCa) 1Z¥®}3 % antisense oligonucleotide ISIS
3521, /1SIS 5132 (CPG 69846A), c-Raf-11zxf3 %
ISIS 513205 1 fHEERM T T\ %%,

2) CpG oligodeoxynucleotide (ODN)

HE 72 C RO DNA 2 E-MILD DNA &
e, ki oxFribanctnuznCpG 4D T
XIVAEFREEGATED, CpG AV ITX 7 VA F
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