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P wmICEH Proteasome inhibitor, bortezomib, potently inhibits the growth of
adult T-cell leukemia cells both in vivo and in vitro
(Fus 7V —ALHEXTH 5 Bortezomib I in vitro, in vivo DWW NIZB
WT B T Ml E MRHAE o HE5E % Zh R8I 3% %)
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WA T HIEHEmME (ATL; adult T-cell leukemia) (2 + THIBBEIMBEY A VA TH (HTLV-1; human T-cell
leukemia virus type 1) DEEIC L VFZRIENSE T Y AROEEMRETH 5, HE D ROSE OB LIz, £
1005 A HTLV -1 YiER M E b FE L, B L Z800AD ATL 2R L TV 5, SN RALSFERET S g0 EF 1
1 ERE LB TTRARTH L, ZOERENMED —2>DFERE L LT NF-kB (nuclear factor kB) OIFHEALIZ & %
apoptosis EHEBEIEFORBILEISEZ 5N T W5, K TIE NF-kB FHEIEH 2§ % Proteasome inhibitor T® %
Bortezomib % Fi\>C ATL M3 I3 2 RR & E L7, ‘

HTLV -1 B#EMfa#IZ 517 % Bortezomib DFEHIEZME L MRS L7#ER, HTLV -1 BIEMRAR T2 Ot T Mifatkic
HRBEERE N LD bR o, 2R OMAARIZ BT 5 NF-kB OiEHE(L %~/ & 2% HTLV -1 BEffatk ¢ id £
OO T FBIFR I ~IEEATE A o 720 T 72 Bortezomib Bt & NF-kB {& I IZIEOHBEBRA D /22 L h b,
Bortezomib i3 NF-kB #¥fil$ % Z &2 & ) HTLV -1 BLEMAAROMIEMBIRIR 2R § L E 2 57z, ERIT Bortezo-
mib 3 HTLV -1 B MRk U TR O T ¢ v BML IkBa * £/ &+, NF-kB O&EME% #0Hl L 72,

k12, Bortezomib JLEIZ X ) ATL RIS apoptosis % FHE XN B % &9 % TUNEL assay W THREF L2 25,
SEHMLIH2ARE 712 apoptosis X D72, BIZH A R— AHEH]% v 2 Z L T Bortezomib |2 & % apoptosis D F M2 73T
% Ahtz, A AR—AMAEH ZVAD (hAR—=A1, 3, 4, 7, 8%ME) 2Mr 5 LT &> T Bortezomib 12 X 5
apoptosis (XFHE S N7z b DD, MRFEIIEE SNLdotz, £ 5 OEKMERO ATL MilatkOBRBEN 2 2L EF
SEMSE THEIZE L7 & 2 A Bortezomib BAIMLIEA 1208 ¢, MIRRE O, B, WALz SHEIR) % apoptosis DT
R%Z>7-013F L, Bortezomib & zVAD & OFIBLEISHHZ BV CHIfAOER, I P32 FYTI MY v 7 ADME
K7 & necrosis BENEAL R B 72, DT L H 5, Bortezomib i3 ATL #2123t L T apoptosis 721} T7% < necrosis b 4L
TRHRERL TS EHRBRENTZ,

|2, Bortezomib DEEE L L TOMELHET 572012 SCID (severe combined immunodeficiency disease) mouse
% B\ 7= Xenograft model 2B BRIFEEIRET L7z, ZOKR, in vitro LRI in vivo I2B VT Bortezomib I3 ATL
MRS B PUBESM R LR L7z, $7:, ATL BEH SHEL 728 ATL MBI L THRIBEO&EMAT T » B
IkBa DEFE, apoptosis ##Z§ 2 L 2R L 72,

DL EOFER 7 & Bortezomib i3 ATL (23 L TER RIBHRE L 2 1) ) 2WREDNE VL Z X LN,

RXEEZORKRRODETE

BT MR EmRE (ATL) iZe F THIBEHEIEY A VA ITE (HTLV-1) OBEICE hE| &I ShD T ) V38R
DEENERTH L, ATL OEEEFEO—2OERE L LT NF-kB OiFH LIC X 2 78 b — 3 RBIEEETOREIT
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EFEZEZONTVD, AR TIEINF-kBHEER*E T2 70577V — AREHTH 5 Bortezomib % I\ T ATL Hiz
XS B BB RN R % AT L 72, Bortezomib 13 ATL MIFIARICH L TR TR TY ~ Bk IkBa ¥ EM X+, NF-kB
ZHHIL, TR - 2AEFE L, A EHERZRML 2 & SAMBERIFENTA 70— A0RBKE L7172
bDTHHZENWLRPE oz, ERIRSZML NF-kB OWEHALICIZIEDOAHBRIR 258572 2 & 5 5 Bortezomib 12 & %
 PUEBARE, NF-kB OGS TR EHERE L EX N, B, BERE<Y 2%V Xenograft model {235y THY
LAREWER 25203, ATL MR U TEEHEIHMREY R L7z, T2, ATL BEH» ORI 7258 ATL Mg
HLTHIRBEORHETTY VEBMELIkB DEREZRL, TRIN—VAZFET LI LPHRINS, AFREOERELS
Bortezomib (3 in vitro, in vivo DfHIZB VT H ATL MFLEFE A B R ICHHIT 2 ESHS AL %Y, ATLICHT 54
MEEBEEL 20 ) HUREESBVWEELZ LN,

Doz 777y — AHER O ATL MG T 23RBS 2 L2050 THY, ATL OBEICESETL LS
BBE,
L7235 T, AL (B%) 0FIHXE LTHESLI0EED B,

B, AFNRGHFER, FHITE I AUBERORLNFT L ZNCEE L 2RKME %), AKRETOLN-LOTH
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