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1975412 hybridoma A FEHEY X 1L Th & MU=
RERELBE, LRl ®/ 70—FFHKEHAN
TR EEIRE R T & 2ERMEIC % - 72, EKH &
L COPMREENME DT E, N FNOBHEI R
MY 2HEDHHEICL Y BE D7:00—FTld ey,
WERDIERE EIZ R B 3> €7} (molecular tar-
get , T TRER) P LEFINREREE L TEORE
PHAFIN T3,

ARRTIT & CICRIEERICEA S L7z BiifaikE
) > ofEICHS 280 CD 209k &, AREFIZ LR
RIBBRH#T T 5 3WFRBEQIFICTT 250 CD
33FUKIZ DT X DR & ERS CORRRE 2
LIS T 5.

CD2#mnE

CD 205053, IEH BMifg & %< o BfamE > o<
FEICIEKS EBL T35 6HE T, 4FEH#H35kDa
? hydrophobic phosphoprotein T#h 5. %05+
WiEH> 5 CD209RIZ 4 MR EBBSTFTH Y, #H
K X #54A L T3 down regulation % internalization
ERTICCWZEPFHALPICENTWED, 25 L
CD 205UE DR &, B HERREREBSIC X4 5 Hiikib
BOEHOEN L EZ LIV TR EDH LN TE T,

FILARFRFRERFRETER  HEHEREER (B2HH)
a5 0 086-235-7224 FAX : 086-232-8226

F7: CD209iR (ZEH) 2B EEL, BE5Es
1ticBI5 1L 72 Y, calcium channel & L TH#kke
BTBHEEZLNTNS,

#i CD 20#if4 & ¢ DERFKICA

KEIZ BT CD 209UkI3 X % 74k (rituximab)
ELCHRRICHEN, £ b IgGlk DEERE <
7 A IgG 18t CD 205K DA 8 as % £ 1063 R,
Z @ chimeric gene® CHO #iB8ic transfect L T
rituximab I3EAEIN B, X A FHERE T B &Iz
Y, REEATHLZLICEBTH745%—
FOGHMECHZ b5 & &bz, =7 2 BHKIC |
LT E#irgd, iIRKELHRES

(ADCC) D% EARBENC BRI N B e X OF E %
Lo,

ISBIDFEFEB MM > <fE 2 M Ric, BHERS
T10, 50, 100, 250, 500mg/m* TN 1 FHRERAIT
b, ELEMmmEEL, R#, B, BE &Y
HEmME (W d grade 2LUTF) THo729, =
N2ZF CTEUNHERBRYDITh N, 375mg/m/w X 4
weeks DTG L), BE - BRIEEEEBY) >«
FEBE166B1H 7961 (48%) oM BoL N, Z05
L 9Pz CR %%, EMBIOEEF CoOR D bk
E1313.07 A TH - 7=, BEZRBYRI N5
AL, RBCBENIEL L DT grade 3, grade
413K%212%, 3% TH 1.

T ETHE 1 HABIC K TITHh N 72 rituximab
HIAHRBROKER TIL, 375mg/m/w X 4 weeks o
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#5512 & ), % indolent B-cell ') >~ <& & mantle
cell V> % (MCL) #x% & L T, indolent B-
cell V) > <fE61%I% CR 1441, PR 23 (Z%hae61
%), MCL FERI Tl Z5h346% & \» ) Bwip ) v ox
JESHRAFRD S5N729, DT L h L FRISERKLE Y,
¥ Z oMK EBIINT 2 6% HETO rituximab @
R EEFTEE D LB I N,

BRE -BREEEEB) > JEICHT 5 rituximab
DEHWIHESEERS» 5L, & I cisplatinum,
etoposide 7 & ? main drug ICittE & EEL 72k F
) oSfEMRRAARIC N L TEVWHIEBERYET A S
E by, PFEIN T30 I3bEEE L DGR
RTH 5., KETIZ, RGEFNEEMEEBMEYE
) osfE MR E L2, CHOP ##: & rituximab O
HRAEINHERBRIITONLD, ZORR, BEERIE
CHOP ikl b [ Th - 7257, T5hEIZ95% (40
BIh3sBl) THY, N5 H CRIZ2260 (55%) i
2o b1, bel-2 Btk 8 Bl 7 Blatia#E#%IC PCR &
T bol-2 YL %o 7o, WERDALFREEMTIIIE
L e WKEME BAIgHE) > - BEIC rituximab
ArEST2LLY), BHFRELBMIBBEDRTL
B EDIGHLIFTE 3,

Eoizh, SEMEBMIL) > SFEICHT 3 ritux-

imab B 5 COHOTMIEBERHRHEREE T31% (5461
F1761) TH 5 Z EHrEESND, B4 CHOP 8
& rituximab+CHOP ¥k & D HBAR;ITHILT
VB, T HEBEIC BV THARY, CR &, EFS,
EFEOWTIZBWTLE->TEY), ZO/ERIE
BN Tw 3,

CDBHME

AMEHMEANR (AML) BERACBWTRLE
FRENGCEEANRE (BAATIOTASL B
E%2~3N)Tha. BEFEEICLNT0~80
% AML B & ICEEEBI L1256 3NbH5, b¥
BEDOMIED A T FDHDH50%IZ 5T 2 LU
WNICEREIFBHLNS. & 512 AML s -
TENRERLEEIHZ L5, REHIFERERS) 2
IBTH-> THEMBMIBBHEONER & % b % WEE

X F

By B HET S, 29 Ll o b uEiElit
DFHIBBENOEALE F T2, CD 3HRI
AML I [ES BB L T8 ) Zhicxd 580 CD 334
1220014812 AML (12543 2 G504 & K&l KE
FDA i T 1, AML iG#E0H L iz
CEHIRFEIN T 5.

AML ERHENV &2 TH 5 CD 33i367kDa
¥ES > 27 T, IEHEDSSLREBRMIER Y >R
DS & CIEMERMBOREICIZIZ LA EFEL
Zt\w—7%, AML OFERTI3B L 290%LL EIC, *
7> BERAIBE B B R D S LERRE 12 BV Tid—EB
DIEEMBOMIBEEICFEIL T 519, CD 3341
BIXTILBEAV 27 S—77 1) —D1DTX
DHEEIZ N TARBETH » 7258, maEDFFZR!
12 & 0 CD 22% sialoadhesin 7 & & [aBkIC siglecs
(sialic acid-binding Ig-related lectins) » 12 & L
TEICEHEREOMBIC BV TF o > ) VERIL
2EIERITERAND L Z EHREEN. £72CD
333 F N ) BILIEVER S I B E N~ down
regulate M5 Z & HIERDIFRERY» LRI N
Tz

i CD 33MEDERKICH

Z9 L7z CD33icx T 2 I LEBRRICHT A2 &
I31990FERDIE LD 5, 2 OO I N—T7THK
eI bhTE, =2—3—77 Sloan
Kettering #*AMZERT? Scheimberg &Hidk FEL
7z CD 335tk (Hu-M 195) iz & B HLREDEKAN SR
ET7CATAY F—THANKEANTBIWE
B, M KL Vo EnES~DEKEREET
b EE iz, ¥, Y % ¥ o) short range NEEAH
Kic & 2ERARE T HEBR 21TV T3 y RO FAH
NOBEHEPHBLND, VY TREFNHREIC LD
BUEIMNTH-EHBEL T3, Fhdikznd
DOBREFBERLRILTIE IL-2vF /4B

(ATRA) L DRI & AERREAR L RERLTH
D, BLLICHBBROMRIBOLNTEREL T
W3,
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7 Sievers LD 7 N—7l3t MEL 7280 CD 33504k

(hP 67.6) 2 Micromonospora echinospora ssp.
Calichensis & BBt R N - HIEESHEWE TH D
calicheamicin (# ) 4 T7=4 L) 2 ) »h—#&
/2% 4 75 CD 3350fKIc & 2 BRIRSE TAHZRR D
BREREBREL T3,

gemtuzumab ozogamicin ;

—fi% & Mylotarg MBS TR

A fER$30,000/ .1 LLT o CD 33k AML
#EEFE14261 % 545 & L T, calicheamicin #&
k¥t CD 33%i4k (gemtuzumab ozogamicin ; 4~
FE#150kDa) # 9mg/mt day 1, 1512 2 BEfEIA:T
THEIR#E S5 (acetaminophen & antihistamin
AR5 TIC) L, Zett s BROZLRHE® day
3TT- 72, BIFHEDEKXEIL CR (REEMR) 13,
OF» & NIFEKIE K, QFEHHFNFIKS %LLT,
@~x7utrg/dl Ul ®m/MRIOTELE, ©%L
fhER1, 500/l LA E, @QBcHDFRIMER & /MR % if
PhLENEFN 28/, LHAFEEL TwbsZ k&L,
CRp (7 EME) 13 CR DHBEN T/ IMR1077 LA
roasazEz 2 wERE L. £RTHEREIL
#F112RT &80 TOR(CR+CRp) 13461 7C30%,
60K (6261) T34%, %, 60mkLIE (80%1) T

Gentuzamab ozogamicin %5 &
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26%TH -7z,

gemtuzumab ozogamicin N EIkIE S - & 5 B
PWOBEEEL X1 ICRT., FHOICHERS I~
PRBF D BEEN T ZIC bbb 5T, 60%LL
FosEplic BE, F#ERH2, Grade 3, 4 DIK
MED 4 %IcBDH T3, EMmBLUNDEEFIZEIL
Tit grade 3, 4 HE ) L > ERH23%I2, grade
3, 4 AST/ALT BEN1ITRICESH L2, »
THOFEELH5#HEHE2E—27 L C20HET
ZHLN, FNH Lo 1k ZEEFRE (MOF) i
C22HBICBETE, &9 1B BELL 2 FFEEEIC &
N1568 T3 T L Twv %, F 72 gemtuzumab
ozogamicin %5142 & MM ARFEHE % 1T 722741
75 b 3EPIIFFEHIRFAZESE (hepatic VOD) # 3
FEL THEL T3, ) L7222 erbd  gemt-
uzumab ozogamicin D FFEEEFEIC DWW TIZ414,

#1 Gemtuzumab ozogamicin % I B D A&
Tvoe of Remission £fEF 60K 60kLIE
%P n=142  n=62 n=80

CR 16% 18% 15%
CRp* 13% 16% 11%
OR (CR+CRp) 30% 34% 26%

CRp* ; M MR#100,000/x1 K> CR 41

Gentuzumab ozogamicin 1% 5%
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RELRHVLELEZ LS, £, dHHKN
i EpliciThinizst, 1B8lDAIC) > 7 —E5%
WX 2EDEEDRRD LN DATH - 72,
gemtuzumab ozogamicin #5124 B LT
HEAEIL, R2IicR"TE8)THS, CR,CRp Tid
BEMT 5124 A DB 5 T50% LL_E o> H: f h< it
TE&5DIZxL T, CR,CRp LSt (NR) Ti320%
BI#%TH 5., CR, CRp #EHTIZ gemtuzumab
ozogamicin 5% ZNZ 8 B, 7 Bl 540
fafgtE % %lt, NR THHEL 2126 L (B
100HNEFFEL &, CR, CRp flTizEHFnrhR
fEL NRBIL )V EWEREICH S (FR2) ZEeHLERE
DRERNDERZLILLLTWBLNEEZ LS,

ABRRKRFZET OR L < NR DEVWE L 25
THRFZ2EEEMITL 28R (X3) T3, CD139
BEHH U2 &, p-glycoprotein (MDR ; £#lfif#E
BIZTFER) Oz &, BLUERREWHMpIC
FEROPLNZEVAFABLRATFLLTEHLNTN S,
F 72 R MBFERB AR Z &, CD 4D EBIA T2
&, CR1 (B—HE#HM) nk w2 &, PSHRW
ZEHERMOEELBLILOICERLRFELTH
FonTwna,

Z 9 L7ZERIRIFFeRE R % 3. 2 ¢, kE FDA i
gemtuzumab ozogamicin # 4+ —7 7 Y EHF| - L T
B L7z, —i#k% Mylotarg DR IZ606LI_E THE
FenfEHEENEGND % v CD 3381 AML I RE
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BREERE ko2, bHYETLRE—BOMERIC
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BRRICHERTE2 LD L HIIFIN T3,
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F2 HEIHERABRKLIC HSCT %KATL 2Rl

CR CRp* No Response
B B % 23 19 100
HSCT fEfI# (%) 8(35) 7(37) 12(12)
HSCT #1008
& BB 7(87)  6(86) 5(42)
BHZEOEFRLERF .
thafl (B) >5.1 >2.7
BRENEF
s () 8.1 >3.4 >1.6
CRp* . M/ ME%100,000/ .1 ki# CR Bl
#3 TFHERTFHLSLEEFRN
® FERF HN-lL X2 test
OR vs NR
~NETOE 1A .018
A I SRR K> .022
CD 13%% L .001
MDR £33 L .001
Landmark
Survival PS (ECOG) B .010
CR 1 iR =30 .010
A M RS &\ .001
CD 34%3H L .003
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