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OHEBRICBWCREEREREZBI L, RE7o— N8
AL ICHImHROMEREE B2 9. EEOHF
BCTIEPABGTROFANHEEZTIEREZTLHZ
LWLV RETLIEETHRTHLLEELONTVS, [
I8 OFAE N IO B IEE & FkIZE  OBIETFER
PEET 2 LEND B 25, BEEHEMmE (CML :
chronic myelocytic leukemia) @ BCL/ABLEf& T2
PERT & BBk % (APL @ acute promyelocytic
leukemia) ¢ PML/RAR o {713 B C 1 MK 2 556
EELTENTIRAEFNTRENTNSY,

HILRATFEDRE S IE, 1849 4FEiC Virchow 2%, [ H M
S5 IREIEIMZ BV T ERIERE % O SR IR b5
5. HAHMEOFHEIREIZBWTIE, H2HEOMENDS
AEDSHE S NS, IEHE 2 MERMEOBESHIMHETH Y,
bhbhid Z ORADOREBIZH > TV BHH, BHIZDOW
TREML VARV, ] ERBRLAZ KBTS, 20
25 4£# 12 Neumann 7% Virchow 4348 L 72 44 A 1195,
U 2 R O B IR A B X, 3D O%H
OHIIFFFET A DO L E 2 S/, HFEO IR
L HOBEAIIEEE 2 5h, AYEAIREIH7z b
72013 1889 4£ @ Ebstein Dt WML TH b L E 2 bR
Tw3?,

BAE, AR <, Kotz BiEHR - 853
% @k s & b U 7= &8 s o il i A5 5 %
BEHIFICFEINTw 5.

7 %

ARINZ BT 2 FAERITE A BINERIICH 5. 19994
WCEAGBE IR L L5 CIE, BERIZ7,837 A
(B 4,499 N\, ZM3,338 ), MBEEFZAITI05A
Hizhe2 N (BH73 A, &E52N), ERMFAERE
FIADI0 A2 5.0 (BHE62 A, LH40N)
Thb. KL TR TIHRRE SR RE L, A
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HI0GAS72D 7T~8ANTHY, BWORTIHEIEY >3k

HIMHEA S W2 &2 X 5. ELBINT 2 FEKIZERO S
BEIC L 2 0TH Y, BAERIIER L LBITHELIRD,
7O TITBM 233 A, ZTM13.6 A, 80 TIEH M 29.0
AN, ZWET4AANTH Y, £ 345 B 50 0 5 B
(MDS : myelodysplastic syndrome) 7*5DOBATTH 5.
SEEBHEOLFII4 1THS. FLEEIL6,700 A TH
5.

WA A% & BPEH IR AT 1077 AH 720 4.0 A
T, FEPRMEIZ60RTH 2. 9 HAME A MR
(AML : acute myelocytic leukemia) #%%70% % 5 5.
BrE R H IMF I AR O 20% % 5D, AID1077
AH720 1.5 N T50~60EI2% 0.

By o EIRE (CLL : chronic lymphocytic
leukemia) EAF T EHMFBED2~3% L L7 <, 60
~ 70/ V. ANHEDND 2 OPEHT, KTIEA
105 ASH720 27~33 AN TEHAMIFED 30% % 5D T
w5,

7 #H

SHEHIMFIIRET 5 & RGRELEDOERE L5
A5, BHAMBEO —HITREBRTODREORAT L 5.
S EBEORBEREIIE EL-TEY, 2HoOWR
PEET A DTTlid v, EELL v 2RI
X0, FRME Y MG, FoMomEniFEED
GOT, RIODLHIHEHINTEL., HETHZ0H
b Twad, AIHOHEIIOWTIE, R,
1976 £ 12HEB & 72 FAB (French-American - British)
SEHFERTH-72Y. ZofFIRITORLVEF Y
—¥ (MPO) #Hefud sl & L7z e et i & RN e
FRIERE LGB TH 5, 0ETIRNESIILY,
BT AR BE LA RO AN ORENEHETH S
WHO (World Health Organization) ZEAFMRE 2o
TWwa Y, WHO S TR S T w2 et kB3 130
HOPFFEICR R 22T TR L, BEREORIRPSTFHT
WCHEETH 5.
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ERHM&

FAETIE, IR S REIZE AT b A EINIZH D,
RIS RIS IEIRO Z L 3 B 5. FBEDHNIC
BOWTIMEFEHRETRMEIN, BHINLTE3D
A

FHEN O E IMAFHE ORI X Y IEF & m A
EN, DTofErALNS.

1) TP BRI X B EE C BRI X B AR, Mk,
W IfLhE 722 &

2) FRIMERIKAIC & 580 BRI, #iE, BWh, o
Fuv, KRl

3) IM/MRIRANT & % e o S, CFE - s A L,
HACEE L, A, AN IE a7 &

Z oM, PIEAIROREIZ L D U Y EiER i
Y URRIEETEMN), W MIE, RRER, RS, B
W, BEELRENALNS.

T - HILHAIEN O 7 X — VR 2 B3 2 H R F
WX D BEEASTLEL, WEROBRITLAEL ERL T S5 HHME
P B EEAESE (DIC | disseminated intravascular
coagulation) ZPEL, EELHMERZRTI LD
A.

REMR

FAHM

SEE MR T, BIMEREM (75%), HiLRE
(25%) Al (90%), WM/MRD (80%), JLILERIKAD
(15%), FFHBHEL2ED 5. HERRAMMKE T MG -
R D) F— A58 5.

B B A I T M ERBE I ASE T, Mg T
FEROEEITI1~3%IRETH 5%, FRUEOLEE
MERO MBS A S, IFERERRP AR ER OB D A SN
L. WRERT VA V)RR T 7 & —BIHHORT 24
THab.

B 3 E IR T A MEREE M A E T, Z0l3k
A DN~ BIDRI ) VB TH 5. #ATITHECE
ifiL R fi /IR A % 723D % .

AAbEMAE T, i LDH, JREE, CRPO LA %23
Db,

EHRE

BRI EMFMEOMEEIZ LV BERIREE Y, £
DO IEE MBI RTERIRE & 2 5. FRodEGiE
HER D FAB 3 TIE30% M L Th - 7248, WHO 4735
TIE20% L X LT3 Y, £22FAB/ME & WHO 5
HORILERL TV,

B EEERE

BAED WHO G5 TR D A ORI Tl % < MifaE
ZFHEE B IMREI T 5.

FRE 72RO —H 5, FE % o [ w4
R REIRE (£3), Rk (R, BEETRT
(£4) 2HETT 5.

F L% 3 W 0 72 O K i L5 S5 8% © CD13, CD33,
BERR 1 CD14, B »7%%k% © CD10, CD19, CD20,
TV v %8% : CD2, CD3, CD5, CD7THh 5 (#£3).
RIS, ARFEIL T LHUEPTHAEL, FARAMAIMm
% (biphenotypic leukemia) TitxH#E%E U ¥ 7RO
HPRBLTwBEIEdHY, BfOzODAaT) ¥
TYATADVHEET S (KD).

WHO 7 T3 EN s Rk RErERI LT
b, EdoTE, AMLTIZt (8;21), t (155 17),
inv (16), 11923 B3, ALLTIXt (9;22), t 4; 11),
t (1519, t (12;21) 2%, CMLTiZt (9;22) 2% 3%
(F4)., FEESTIIBRTEREICERETHS, L
L, FBAEGHICIRERI 22D, REERE 258
ZEHFETHINT 2 BETFZH D FERICIT) 2 L2%
W (FA4).
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WHO 748 FAB 738

S-SRtk HInE (AML)
1) EREETREZMES AML

a) t (8;21) (q22; q22) ; (AML1/ETO) %*1f}9 AML M2

b) S&wrEEkE A [t (155 17) (225 q12) ; (PML/RAR o) %49 AML & variant) ] M3

¢) inv (16) (p13¢22) F7zikt (16 ; 16) (p13 ; q22) ; (CBFB/MYHI1) #f£%5 AML M4, M4Eo
d) 11¢23 (MLL) %5 AML M4, M5a, M5b
2) ZIMEAREREES AML

a) ERREBIEEE S SiE{L L7z AML

b) £ IR % £ ) #% AML
3) IRERMEAML 3B X OV BRI O BB

a) 7 Iv¥ LA E AML

b) T& FRA V25— PHERBEEAML

c) Zof
4) kRS0 AML

a) FwASLE AML MO

b) FKHLE AML M1

c) 4{tEI AML M2

d) BEE B R M4

e) SEHERNEE M M5a, M5b
) 2B IR M6

a) Mty A7

b) Kby A7

g) SEEREIFERYE B M7

h) AL B BRI F i

i) B RaRE ) S ULE e

i) EREANE

BYEIR A I

2By oI (ALL)

1) BEE BAIFAMESE Y > v E I

a) t(9;22) (q34; qll) ; (BCR/ABL) %9 ALL
b) t 4;11) (q21; q23) ; MLL%4£% ALL

ot (1;19 (q23;p13.3) ; E2A/PBX #{£% ALL
d) t (12;21) (p13; q22) ; TEL/AML1 % ALL
e) B 5k

) R R

2) RIERTAHIREESYE ) ¥/ Stk B i

3) N—F vy NEIZM) M P IR

£3 7u—H4 FA—F—% P MKER Y — 5 — ORI

MR~ — % —

7 I i S CD34, CD38, HLA-DR, TdT

B iRz CD19, CD20, ¢CD22, CD22, cCD79a, CD79a, FMC7
g i) CD2, ¢CD3, CD3, CD4, CD5, CD7, CD8

NK #iHz CD11b, CD16, CD56, CD57

iRk CD13, CD33, CD117, MPO

HER CD11b, CD11c, CD14, CD64

ARIFBR glycophorin A, hemoglobin A

BB CDA41, CD61

MPO : myeloperoxidase, CD : cluster of differentiation,
c¢CD ! cytoplasmic cluster of differentiation
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F4 WHOSEHTH R I N TV A RmAk L #ERTEYE

R Fetr (R dm BEfEEET
8Pk B F I t (9;22) (q34; qlD BCR/ABL
Sk E BAE IR t (8;21) (9225 q22) AML1/ETO
t (15; 17) (q22; ql12) PML/RAR «

inv (16) (p13q22) CBF /MYH11

t (16 ; 16) (pl13; q22) CBF g/MYH11

11923 MLL

RIER BAIRtE R Y v [ MR t (9;22) (34, qlD) BCR/ABL
t(4;11) (g21; q23) MLL/AF4
t (1;19) (q23; p13.3) E2A/PBX
t (12521 (p13; q22) TEL/AML1
#£5 RAEBHAMFBICHVWONAIRAITY VIV AT A
score B-lymphoid T-lymphoid myeloid A =
2 cCD79 o D3 anti-MPO 1) AYEE B CIRE (AML)  Cavkai B Biskb: E i
C! =
SHEEIMAE OB EOHRFIHEWI TS &
1 D19 b2 D17 31 “total cell kill” DERIZESWTITbNR A, B
e o o HE1 U 10RO FIASHIASEAE T 57, SEAA & L
CD10 CD8 CD33 213 10 o Gh b [£9 528, P
CD10 CD65 T H w2 10%@”1?6:()&9‘%"@:5 & R [l s o 7R
NTE A NI a - SO 5
05 T g D14 v Itﬁ?;%ﬂrﬁ E#ET 5. LaL, i@ﬁﬁfm%ﬁsﬂj’
CD24 CcD7 CD15 T 5 LA L T2 RIMmEMIEAFEE LR 5. &
CDla CD64 ST A MRS T BIEE RS 2 BT 25612

EHRT Y VSROAATHENFN2HNEZZAHY
4 % biphenotypic leukemia & £ 5

MPO : myeloperoxidase

TCR : T cell antigen receptor

TdT : terminal deoxynucleotidyl transferase

¥

s}

FiEoMEE - AT RS bz b RIZ M 24T
. BWICLERBKRIIME S - 3FTH L. ik
T4 b FAFLEOEITSH. AML Tidgia3F ka8 m
T 50, FHROBIPIE M2 7 u~F VL E RO,
MNMEEAETH I ENS ., FREIIFEEN TRER
~IKFRZETSH, TA—NVENRT 7 T IVAMEERD
522355, APLTIERIEBEER, BRI IR Tl
FERDIEINT B KIHFBRGE & LT MPO 8 21T\,

FIRD 3% LB THTAML, 3%KiThIE

ALL - W45, HL, FABSE THOAML®D ) 5,
AML-MO & M7 MPO B TH 5. M7 OZITIZIZE
SERHWwWSLNS.,

CML T i % R LB [ o> Brbr Bk R M B 0 B 254 <
H5b.

RT-PCR (reverse transcription-polymerase chain reac-
tion) T 10°MEIC LEOM/NRARED NS N S
ko, TTELMTONLZbOL LTEMEA
B (BHoEMRMEE 5 %RMICT 2R ©179.
WMEIXLIETH 5205, BHITWEM (CR: complete
remission) [ZABZ &b HAH. CREFICITHEDE,
SRACSRTE, EIMEMRRM 21T . S ERak I X
BAICE L, 2HAMKOT70%% 505, FHRARR
T L CITHMBAE O EWENRE (A
(FAB-MO, M6, M7), 3%k MPO Btk (50 % Ai)
g E (W R m3kE (50,000/u BL L), ImiE LDH
EE), fE#y (60 LA L), performance status (PS) #%
3Pk, MR (central nervous system : CNS) =i
DAFAE, BAE DAL, #INEHEAREOR K (2
PLLoEmg Ag), REeKkRERE (-5 -7, del®),
abnormal 3q, HHEEE) OFFAE, HFEEEME MR,
MDSH 5 DRBIT R ETH S, AFTIE, BLSAAAR
F S iE# 2° v — 7 (JALSG : Japan Adult Leukemia
Study Group) (ZH\»TAMLS7, AMLS9, AML92 %
FRSNITIEF Z o LPREFZHHEL, 2a7) Y7
VAFLEERLBEDHH I TS (£6)7.
Grimwade 5 (% 1612 ] D K HEHIFE T BRI LD
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£6 JAISGIZBIFAAMLOARATY v 7V AF LY
Tk REFHF AaT—
FIRONRNF F ¥ ¥ — B UG HEE >50% +2
A iy < 507% +2
W M ERkE = 20,000/mm® +2
FAB 47 ¥ MO, M6, M7 List +1
performance status 0, 1, 2 +1
L fE A FRE O [l 1 +1
Gutt (R t (8521 Fizidinv (16) +1
Risk Group WAITT —
Good risk group 8§~10 (7~8)
Intermediate risk group 5~7 (4~6)
Poor risk group 0~4 (0~3)
RGN DT — 5 DB hIGEE, BREEAREONEE R AREOEBDIZE
T, () NOAIT7T—%H0n5b,
K7 EEEEEIZLATHRIN—THHE
S TFHaEEIDLD. ERRE SEAFRIZHLTH FHIN—T et fh S
L RIBEREE LTS, IS ORBAERED I B, T15 EHTRE t (8 21)
8, 21 4R D M2, inversion 16O M4 B X 815 ; 17 EHE D 91% t (155 17)
R O M3 IZEFFEDOATH B AES B LN D S5AEAFFE 1 65% inv (16)
(D). YRTIRZD32D ¥ A 7 USSR, Tt e B I
EMHMREEREZET LI L L LTS, B 86% +8
S B 1 | B O YO % 1 -8 B S A B SAFLEAFES © 41% 21
JRREARAR L 2 5. AL 2 2HAE LTET > b5 ;122(7(1)
YA 70 VRPUERIE V5 5 Y (Ara-C) OUFH#EE del (9q)
BTbhTws, ¥7 Ly ¥ (DNR) 3H#EE & 1123
Ara-C OFfedHE7 HIx 5 £ 72134 ¥ v ¥y~ (IDR) Z DO/ MR ETRT
3HRG & Ara-C OFHFHE7 H O 2BE O 5- 585 & TR AR _5
M, 2BEMOCREIIS3%, 62%TH Y, MWHEMLFRIT IREE | 63% ~7
10.5%, 14.5% £ IDROFGFHFERLTWY. $7-, SEAATR 1 14% del (5q)
Wiernik 5 O35 CTdH, CREIZIDR : DNR=70% : 3q FH
B

59%, &IDROFDVENRTWEY, KFTIE, JALSG S
Rl & %o T, MIRMIREZIT->Twd (K1), ERIC
Ao 7 RIEPUINRAE IR % R S 572002,
[ o, wAb#E 24T . ERHEFIEITKE Ara-C
EFHVADONREARTH S, Mayer HIZCRHICH L,
Ara-C % 100 mg/m®, 400 mg/m?, 3 g/m’® 3BEIZ50F
BRI EIT o728 25, AEEBAEFEIZ21%,
25%, 39%, AFEEHETFRE31%, 35%, 46% & 3
g/mMBTHBEIZERTH (F2)Y. $72, 8; 211
FERIDO M2, inversion 161 o M4 % 49 % core binding
factor leukemia (CBF leukemia) (X K& Ara-C D& hME:
PRV EFDbRTWE Y, RIFTH 2000 412 K& Ara-
COEAPTOLNTH LI, EREHEEICKEAra-C%
7= i kR IT R Th B, L PUEESR
RO 570 EMBHBEMEAITHbI S, European

Organization for Research and Treatment of Cancer and
the Gruppo Italiano Malattie Ematologiche Maligne dell
Adulto (EORTC/GIMEMA) @ AMLS study Tid A ik %
OAMLIZH L, THHSEAFEIC THMBER, HLAAER N
F =DV BIGEIERERM, Fr—>ruiwiEaidH
KRR E 72 LB AR L B LR D 247 - 72,
5 4F M A AT X M AR R RALRE 55 %, IR BHIRE 48 %,
LA HRIERE30%TH Y, BHERELALPREHETHES
Babhiz, Lo L, &EFEII59%, 56%, 46%L
HEEZIALN D72, 72 BGMTST study I235
TH FBRICER AR IBHER TERICE o727, i
{2 Cassileth XM AETFE CIIBABE, {L¥EEREC
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1 JALSG AML201.
I M A (IDRMHER & DNR R & ICEEAEIM)
AR (IDR+ Ara-C)

day 1 2 3 4 5 6 7 ..................... 15
IDR 12 mg/m* 30 min iv Vol
Ara-C 100 mg/m® 24 hriv oy b
i A A
B# (DNR + Ara-C)
day 1 2 3 4 5 6 7 ..................... 15
DNR 50 mg/m’ 30 min iv I
Ara-C 100 mg/m’ 24 hriv L A
Bheg A A

1. MR8 ARE (Ara- C KEIREEE & conventional 7z 3 B 6O BR L BE I SEVE 4 EI4T)

CH (Ara- C K 3D
day 1 - . . . 5 .
Ara-C 2,000 mg/m’ 3hriv A
HRERAE A
D % (AMLO7 D JFHR#E T IR A R)
D-1 (HE D —a— A | MA)

w
o

day 1 2 3
Ara-C 200 mg/m?® 24 hriv L
MIT 7 mg/m” 30 min iv oo
ERRA A
D-2 (HEHE a3 —X : DA
day 1
Ara-C 200 mg/m’ 24 hriv I
DNR 50 mg/m” 30 min iv Vool
BB A
D-3 (HEDFE=a— R . AA)
day 4
Ara-C 200 mg/m® 24 hriv N T
ACR 20 mg/m’ 30 min iv Vood
A A
D-4 (HREDEEN 2 — R : Atriple V)
day 1 2 3 4 5 6 7 8 9 10
Ara-C 200 mg/m’ 24 hriv oyl
ETP 100 mg/m’ 30 min iv Vol
VCR 0.8 mg/m’ iv }
VDS 2 mg/m’ iv !
F B A

MIT : mitoxantrone, ACR : aclarubicin, VDS : vindesine

100 100 p,
? A — 3g(n=187) g —— 3g@=3D
~ 80 =3 - -« 400mg (n=206) 80 - -~ 400mg(n=>50)
g% =N\ 000000 e 100mg(n=203) | ™} e 100mg (n=48)
I R P=0.003 P=0.19
‘g 60| B 60
8 o
g
o 40t 40
g L . R FT™ Ry
=] AP Moy . koo
& 204 R TP i il 20 et o Se
| ey & T oy o
05 i3 % 36 18 50 09 12 24 36 18 80
Months after randomization Months after randomization

E2 AMLICHI} 2 BEMEIEEICBIT S Ara-CHRGEORE". A 2. B: 60 LR,
Ara-C % 100 mg/m® 400 mg/m? 3g/m’D 3BT EGRERF L2 A, 4FEEEEFII3L%, 35%,
46%% 3g/MBETHEIER TV,
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3 JASLG APL97.

AEE) JRHEHET I EREL 3,000/mm® Fi A2 APLAII 1,000/mm’ 5

ATRA 45 mg/m® B, 403

HH

BE) EHERT E M ERE 3,000/mm® B4 _E 1,000/mm? 5 i

& B\ iZ APLAINE 1,000/mm® DA L

“— +— «— IO

“— +— I

!

7.
T
I
34567...-.
L e e
l
ol

D#) A) B) C) BICBWT, #HPAPLAMIEATL,000/mm’ ML Lok X, KOEEL BINES 3 5.

day 1
ATRA 45 mg/m® O, 43 )
IDR 12 mg/m* 30 min iv !
Ara-C 80 mg/m’ 24 hriv }
C#E) 1HFERTE M EREL 10,000/mm’® P E

day 1
ATRA 45 mg/m’ &0, 73 }
IDR 12 mg/m* 30 min iv !
Ara-C 100 mg/m’ 24 hriv )
DNR 12 mg/m’ 30 min iv 2 HMH
BHAC 800 mg/m? 24 hriv 5HIH

3%, EEFRTIHMEPREESRLRPENR TV,
L Tw5 ¥, EORTC/ GIMEMA @ AMLI0 study ¢
146 R ORI LT, HLABZ R W
BB, FF—2 WA HRBREZE D 5 7-.
MREREN) X7 THE LML 72, PHRARBOM
FAAEER I MR AR B L ) BTV 2,
FHBIFRE, hEY R BETREEES ko2, DL
EO &I AML &R TR —RMINIIAT 9 i
BRHIZTVEABRT 2R b 028 L TRETT 5 LEHR
HD. M, BRE AMLICB W CBERTLE & 8 L
IZBHEM TR TVLE, VTS5V E2GYDE
DA EHILE E L CE R AMLIH LTI =
B 4T - 7207, 1AEERALERD42% & BRI i %
#7219, AMLIZ LS TIE 70 ~ 80 % IC BHAE S 1
50, RMNCEMEHERET 5 01320~30%108BX T,
BRERLZY. BRAXTFEARTHY, sk
AML . Eb D, RO ERIGEF 4 50D
s7a—YHEMAEZERTH Y, Zowikiziz © FHHR
FHANC L BHE, @ FHOMAEHLEIZLLEHEOL
x, @ FH OS5 EEME L 2 KEHRE, ©G-CSFz
22T I O S s 72 05T b s 1. G
P AMLIZ L FHEEIC T CRE SN TH, REICAER
FTHPNTENTH Y, Sl Z &0 208217
I, FHEH OO EDIZ, B 70— F LHiREEE
(MoAb : monoclonal antibody) %% 4. B, A
FoiEwir s O JERE4E MoAb, @ HUEETEALF Y E &
A MoAb, 3 BRI TCHE 4 & MoAb @ 3FHEN S 5.
CD33 Hils 13 2 AT o0 AR Bk, BBk, —FBDIRIFBK,
ERERICHEBLTEY, AMLTIZ90%IZRHELTW5.

APUEIH T 5 PuLEEE L LT, gemtuzumab ozogam-
icin (CMA676) 5% % . Zhide MEHiCD33 itk
calicheamicin # # & L 72 H O T, DNA O 51530t
AL, SNZUNT S & TGS RiE T
5. BAFEIFIEDNRO 1,00045E ShTwa ¥, kE
2B 58 TMHREBRTIE, CD33BEMERAMLIIW
LERRE LTREBHERI6%, BEMRIZ0%TH-
72°0. AT DAHRBOHET LT, lic AML
DFI30 % DIEBNZ B W TFLT3 D\ T EENRE SR
THYY, BIE, BkZ s FLT3 BEH 0 B 5253
ATWVS. F7z, fifuosaft, McEbLS > 7 vz
ERBEO—DIZRASHEHETHH D, ZORASIZAML D
BUWIWERPRDLENT VL, Ty V3T VA
7T —EHERIZ DY FFIVEER HET BEHT
HY, KEIZBOTHERRBRATbI?,

2) BMENTE BEERYE s (APL)

19884, HEODO N —TFHAPLIZH L TE T v X
ML F 7 4 B (ATRA : all-trans retinoic acid) 12X 5%
EE AL Z T, AR IR, 200
ECOAEMEIUR SN, ZOATRAt (155 17)
DY) TH %S PML/RAR o ¥ A SEEBENF2HER & L,
Z OWEHIRERE T 20 S, AlLFHAOMEEEER
LU7HRP =Y 2%RITDY, BUE IR SIS AR
& L CTATRA 45 mg/m*/day DL E»ThN, 1
ARTEBE RS, BIMERMEMEET > bSH A 20 v
AP & 25 T ¥ CHERRES T b REORD 2
B, SHEAFRY 0% LEEBIFTH ST Y, AHT
IZJALSG B3 & 72 o THRRIFZE R 4T > T b (K3).
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%8 ALLICBIT2b3EORE”. SEMEIE’0~90%Th o705, EHMFAEFEILI0~40%THS.

Group Year n(pts) Age* Induction Consolidation Maintenance CR LFS
Studies with > 500 patients
GMALL 02/84 1993 562 28 VPAD,CAC,M,MP V,DXADACCTGVM MPM 5% 39%atTy
FGTALL 1993 581 33 VPD/RC (ADAC) ADACA MPM,V,CPADAC 76% 30%at10y
MRC-UKALLXA 1997 618 >15 VPAD (ACVP,D,TG) MPM,V,P 82% 28%at 5y
MRC/ECOG 1999 920 V,p,D,A,CACMP HDMA (ACVP,V.DXD,CTG)+SCT MPM,V,P 89%
GMALL05/93 2001 1,163 35 VPADCACMMP  VDXADACCTGVMACHDMAC MPM 8%
{HDACM;i)
GIMEMA0288 2002 794 28 VPAD,C (HDACMi) V,HDMHDACDXVM MPMV(ACMLVM, 82% 29%at9y
HDAC,HDM,DX)
Total (% = weighted mean) 4,638 82%  31%
Recent Studies with > 100 patients
PethemALL-93 1998 108 28 VPDAC HDM,V,D,PACVMAC MPM,(VPMIAC, 8% 41%atdy
VM,AC)
CALGB 1998 198 35 VPDAC CMPACV,AMAD,DX,TG,P MPM,V,P 85% 36%at3y
Sweden 1999 120 44 HDAC,CD,VBX AD,HDAC,V,BX,C,D,VP + SCT nr. 85% 36%at3y
MDACC 2000 204 39 VADDXC HDM,HDAC,C,P MPM,V.P 9% 38%at5y
Lombardia 2000 121 35 LVAP, (C) L,V,C,VM,HDAC,HDM,DX + SCT MPM 84% 49%at 3y
Netherlands 2001 193 33  Standard HDAC,VP16 + allo/auto SCT - 82% 35%at by
Total (% = weighted mean) 944 86%  38%

* median age or range if not available

Abbreviations : n.r. : notreported. CR : complete remission. LFS : leukemia free survival. V : vincristine. P ! prednisone. A :

asparaginase. D : daunorubicing. C : cyclophosphamide. AC : cytarabine. M : methotrexate. MP : mercaptopurine. DX : dex-

amethasone. AD ! adriamycin. TG : thioguanine. VM : teniposide. R : rubidazone. VP . etoposide. HDAC : high dose AC.
HDM : high dose M. SCT : stem cell transplantation. MI . mitoxantrone. BX . betamethasone. I . Idarubicin

ATRADEMER & Uiz B, SEmE, IFEET
HHDS, EELDDICATRAEGEREH S 5 %%, G#EIC
v, AR BBk ey, B2, 2HEE, PR
RE, MEWME, CBAKEFHL Vo HEZRDS.
W3 L b MBS O W & MBI L e 2% Al
DD b NEICIE, ATRAOTIE, AR50 4 FO#%
H%2479.

APLIZX T M iasd: L L Tid AmS0 & M e i) H
5., Am80 I LWL F ) 4 Y BALEW T, in vitro TIX
ATRAD 105D MLFEEHZ b L S Twb, FREA
SIZATRABEBRICHER L7224 6112 Am80 # #5- L
58U\ B A B L WMELTWAE Y, KB TIIHRAKRE
Thsb. WeEIZATRAL IR L1EABETHD, K
BETIIMLFEL BRETR TR -V AZRIT
WK TIRERERKEOKRE SO Z IV — THER
APLICK L CHi v B2 %5 L7273, 78 %\ F&Efd 3%
Sz MELAZ™. BIFEM L LT QT &R MR AT
% <, ATRAEBBEEBOERED Roh s ™, KEEH
132004 4E 12 A2 AR &N, BfETIEFES - BB APL
IZHEIBDSH 5.

3) Ak osMERImE (ALL)
NRTIRIZEAEDENE) Y ARIFETH 2 2RA
TIRH20%RETH L. CREEIEVS, EMAFER
30% &KL, BRI 4 FF VT 4 TREARELET
23013, BEHARFIZ%THS. ZOREKRE LTIIE
MEHREOEIEHITHNS, Hoelzer HAE L
728918, ALLOTHARKFE LTid, O F# (60
ML), @ wZkEAmERE (30,000/ull ), & 74
FTNT A THREROHFE, © BRIZELTTOHMH
TH 5. HFIEAML & [ S A, HEHD
R, MbBREZ T A, AML & R4 5 0TI EMREA
FEICHW L EFZLHEH L2 THD. LiL,
ALLE T ¥ & 2ALREA D 70 <, BEREIBHEANFE L
v ALLIZ B ALEREORMEZ K SITRT. LF
TR7 Y M IHA 7)) YRIUERZME LT, EUAT
VaaAg KR, 7VFIVA, L-7TARFFF—LF,
TLR=va Y EHAEDEERTITY, B TEH
MAEZAT, DRI ORI L ) ER 0Bz
9. BFEAREICET 2HMIZ49HTH S, HiK
MEANORBENIZ LA EDEFTHLONL =D, Fhi&
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K4 ALLIZHT 5 BHE AL REROSEEROLKY, A 2EM. B 1B A 7B,
15~ 402 B 5 ALLFEBNZ D W TR L (LB COAFEE 2 Bet L.
ST EGRICEEEIALN L o720 (BMTH | L3R ERE=48% : 35%), &Y
AZHETIIBMTH TEEICEM>72. (BMT# (LB EHE=44% . 20%)

LT, Avilbdt—1 (MTX) O#ELEHICAT
J9. WmITTIX, Kantarjian & %%, hyper-CVAD % Jili
1L, 91%% ) BIF R EMEREZWE LTV,

BIREIZAML & FERICKE Ara-C R KEMTX O #
5 %4T\v:, Hoelzer 5OHREB L2 A2 HTOAEIZ X
D, EMEBMIBE LR 2%, HAE MM
EPHLE [BEAA P54 Y] TREROFHRARHA
FOVTNIrEETLIREEEIAELLT, 2Ok
VA B — I o M M B R % R 1 & 7213 — %
IZEET 5L INTWSY, Sebban b OHE L 727
MM REAE & AL O/ IR T, Y A2
WFE2ET HHETIISFEEFRIIBREE 44 %125 L,
IEFMBERE20% L AR TH o 7275, BEE) X7 RETR
BB FREUE L 2o (MY, )
A7 NF-D 7 EEHE ) R & BT I R B R o TS
BawbonstEZ LN 5,

FABZEH DO ALL-L3 TH A/ —F v MHIMIK (BL:
Burkitt leukemia) 13 WHO 448 Cld 524 B A B L E S (<
FEENTWD, BLEURBICIEFBAREEZONT
W727%%, Hoelzer 5 O#HEHIZ & 5 & KEMTX & Ara-C,
YruaRA77 IR (CY) $5ICTCR#ET5%, 444
HFEEDB0% E R THY), HHBEIEDEREBLT

5 DOFEFEIE RV, Cancer and leukemia group B
(CALGB) O#i# b RO RETH Y Y, B L mE
MREBEOMEISIZEWEEZEZONTWAS.

4) A THINEME R % (ATL © adult T- cell leukemia)

Lhba2 4 IVATHAHHTLV-1 (human T cell
leukemia virus type-1) DREGLIZ X ) BAEST 5 RKYET
MR CTH Y, HABUEITOREDIZ W, HTLV-1
)T ORBERIERIZ25%T, LT TICHTED
BRI AT % . HILV-1 OBRESEHII AL TH 528
MES LIS EVELLZE3H 5. BEFBD
PUEIX 55T, RRBMICL V. BRI TRY
B (2D 5%), Bl (20 20%), 258 (&
BD50~60%), V) 8BER (KD 20%) 12505
N, B L RSN AE R (flower cell) DY)
NAA L SO TH S, U v/ HiR MR
ML, U/l TS WREESIIEETH S, &
AN T NER RO D Z D%, BoBEIMmICHE
L CIERBAIE TN TH 5. ATLIRBHIEOHTH HEE
HchHy, TOEMNELTIE, 1) ATLMIEOEAHHR
P, 2) RPEALLIEEL T2 HMRRIEOSH, 3)
HCallIER X L L T2EMENEZ ONTWSY,
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Day|D2 3456 7@®9 10111213 14018 19202122232425262728

VVCAP
VCR Tmg/m? O

CPA 350mg/m2  |O

ADM 40mg/m2 |O

PDN 40mg/me O
AMP

ADM 30mg/m2
MCNU 60mg/m?
PDN 40mg/me

VECP
VDS 2.4mg/m2

ETP 100mg/m2
CBDCA 250mg/m2
PDN 40mg/me

G-CSF tttte

00O

ttttt

0]
000
0]
000

A O O A O

®5 LSG7u bha—n"7,

G-CSF 2T, HEH® dose intensity # B 2B LT, 35%DOEEEHRIE, 38% DT
SEMAESNTWS, VCAP, AMP, VECP%212—2X& L, Thz7%4 2 V7).

FHFE, Japan Clinical Oncology Group (JCOG) A H.[MZ
7725 TWAHBLSGLS 710 b 2 — VHTEEREHF L 2o
Twa (M5). K70 ba2— Vi3 G-CSF % B TH
#] @ dose intensity % D 72 IHEE T, B BOTEEEM,
38% DM EMHSEONT WS, FHAEFHMIZ 134
B, SEEFRIZIT%THLY.

% 72, SHAEATLICH§ % s R o & Mo
et TBY B9 KIZGVHD (graft versus host dis-
ease) DD LNFEFITIZ, EFHHOEEIE O
72 L DIMED D H Y.

5) EBEHtEIE (CML)

AEBILEE, DEFELLHEESERLTWS. 20
AR ERANTH AN FaF 7L TICEoTH
Mz a2 b2 —VT50RDERPERTH- 72
25, 19804FEEHDH A V¥ —7 21 v o (IFN-a) OS5
MRmEN, BHAEFEZBELLZBENSTONE L)
otz Fi T4 TFNT 4T Yt R d
MzkEL, B2 5REE L COEmessa gt
DH5Y. BAETIAERBOEMEETFL Z>Tw5
BCR/ABLEH®F 1 ¥ ¥ ¥ F—EiHEZ 5 R HE
4 % imatinib mesylate 2SEE D IR E 7o TV 5B,
HCOVU YBbZ2 b 35 BCR/ABLF o ¥ v %
F—FZx L, imatinib i3V Y BRALICHEE 7 ATP &6 H
R E D AA, BESREM: % HIHI L CRIBR O JEFEHH] <
KURLAE & 3538 U CHUEE R R 2 R 5 (Me) ™™,
72, AREHNLM/MREERERT (PDGF) SZ&ERY
SCFEZHFMAETH A c-kitoFay v ¥ F— Btz HE

L SEHAL G FIC X 2N S 7 F MV nE R s 5.
T2 CML % %F8% & L7z, imatinib 3% & IFN o + Ara-
CUFH O R i R Cirhb vz, 1H# 18
71 BB CORMILB AN R (Major CR) 13 ima-
tinib B T 87.4%, IFN a+Ara-CHFHBEET34.1% & ima-
tinib B THBIZENR TV (M7)%. $7-, Kantarjian
5125, imatinib "Ti&# L 7= 921218 CML 18741 & 8
FIZIFN aTIT - 72 650 Bl D iR % 47 - 72555, 304 H
HAEERIZ98% L 88% T V), imatinib D F H3A &
IR T W &3 Uz, 1818 Tk 400 mg/day (600
mg I CHEW) #1H1M, BO&KS5T4. BITHE
723 A E L T3 600 mg/day (800 mg ¥ TIET)
1A 1M, BOHF5$5. @IERIZZE, HARE, &
B EBMRLOTHY, 1T&AEREREEITL ) ER
5%, FBmMIPIH D RO SN BA, BV TIE grade 4
DR AZ10% KB TH 5. REBEF LD DR
HRIE D B % 1B CML % AT CML Tl IE % & I 2s
KT LTWL 70 EHEESHE LT, BIfERAR
HWBMLBoOBZEE LT, REMOHEREL, /M
WG ETHET S,

imatinib OHEIZ DWW TIE, B T4~13%, BITH
T51% & EATHICTE (RO LG, WHRFICOWT
i3 BCR/ABL &1z T O MR iE L XV O8n, ABL ¥
F—¥ F A4 ¥ OEERERIHE TR T ™90,
it P @ FE AR IC 13 imatinib ¥ m R R AP H S Z R S LT
W5, imatinib B ET F Tld 55 A OB %R CML T
HLA G F F— 2% 5 5541213 78 LA i 78 RE ) 8 s
THholzh, BHERETIE, 55 mEioE%E CMLT
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6 imatinib D1ER#F. (Goldman JM, Melo JV : Targeting the BCR-ABLtyrosine kinase in chronic myeloid
leukemia. N Engl] Med., 344 : 1084-1086, 2001.X b 51/.)
B YL 2R CESEIL S A BCR/ABLF 2 ¥ ¥+ —FIZH LT, imatinibi3 V) »BLIC LB % ATPHE&
IRALICATP L3S L Cld F DA, BEREN LRI T 5.

100+
& 901
g 801 Imatinib
c
g 704
wn
& 60
£ 50-
g 40-
o bt R4
3, 304 “mll Combination therapy
5 207 Jﬂ”
©
10 P<0.001
= ]
0 — T T T T T T 1
0 3 6 9 12 15 18 21 24 27

Months after Randomization

=7

CML Iz B3 % MR {52 H %y 5

imatinib#E L A v ¥ — 7 x> + 48 Ara- CEEIC BT A K&
{ZIRRIZIEFEIE 18 & B O T 87.4%, 34.1% & imatinib

FECHBEILE» o /2.

HIAFBER FF—20 584 3 &0 TEHFII imatinib
285 L, 6~12% HoMiL#EnEME2ER (CCR)
ARET L, xRS h ek SIS SRR £ %
BIZANDL ZEBRLETHAH (KT,

6) &Y v 3EAIE (CLL)

Wk TR EHEDSZ VDS, R TIEEBHIMFD 3%
CENGEERT, FOSB%HABHMAETH L. HHEB
Y URERDE 2 ya—F VA ED LA, RV —
# —13 CD5, CD23, CD19, CD20°HMETdH b, CD5
PEE W BEN S, B o<y Mviiig) >~

NEEENZET L, TRTHLORME - HEIZDOW
TOWMEL Vv, FIEEMIZ60 ~70ICE V. Tz,
Kyza 7y v MECPE D 5 REGeMER H SR i ik
BIMZEHT 5. @, BEROZ LAZ VB, HETH)
T, EHEREE, &im, 25D voMEER, BT - B
W22 X B IREREHHE RSB S b, WGEICE
Rai 7% RS, R 0~ T I3 MR E CTRE
BE L 45, BB RAGED I~V T T OGBS
AONIE EIZHBT LY. O AEICERLT, X0
R D HYE, a) #IEEDNT 10 % EOKRER
b) v EZIEHERS SR VIZEOEE

&\!
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Diagnosis

I Imatinib therapy—]

Adequate response ]<——— ——-—[ Inadequate response
1 1
No suitable HLA-matched HLA-matched No suitable
donor donor donor donor
"1
[
LI
¥ l
Vi
: E Loss of
o response
Vi |
"
b
LY
E H Increased dose of
Continued ' H imatinib combined with
treatment with -t Allogeneic transplantation with conventional conventional therapy
imatinib by or reduced-intensity regimen or novel agents

R 8 CMLDAFEMMm;

B CML THLARBBEE N F =27 256 &0 TL2HIZ imatinib ##5-L, 6~12 % o CCR
THRRES L, MR RIS Mo O MR 2 I ANRD.

BB, o BEYENA D25 38 TLLEDOFHA2
AR RS & &, @ BRI TICX 248Mm, Mm/h
WA HP»IIRE I ET L L E, @ A704 NV
o B REEE ISR M F 22 i m/ MRS 25h B &
X, QLB EST6 cm A EOMIE T 721386471 o JBE
BhHbHEE, ®F10cm oY) VSRS D B Hk
Ty YREEE RS S L %, @24 AUHT50%
U b FEEPEDNT2EL LD Y oBR B8NS %
LETH 5.

TERITEN ) P REIZHE U720 E T bR T 2
M, BAETIETY) VHERDO TN TS U BTARTH 5.
TNVFFE Y ORE% CA, CAP, CHOP# LTCAL
e U 72 KHUBAEE 2 FLBGRBR DR 55 ) 5 B <0 &
HIEDBEBEIZ T N F T ¥ TEINT AENH U 7R
DOWFEIZ/F SN TR WA, progression-free survival
DEBRIEENEDODON/I2ZE XY, 7V¥5E VT
WHTOHE HEPRETH S, BIERE L Tida B,
BRSO ) VBRI X A BEEREASE, EEOHCD
REVEAMER M H Y, XV bR F e TH
FERIBEE 4 B 2 7.

CAMPATH-1H (X CD52 1253 2 & MEE ) 2 10—

VIR TH L. CDS2ITELIAB Y ¥ 73EkD 95% BL I %
BLTBY, RTINS Vi CLLICHT %
TR L LCHET 22 Tws %% iz CD20 1253
DPMRBEEL LTYU Y X< T7dh 5. b b IgGleDE
TR & IgGL A= 7 AHE 20 PUARE S X ORGH o ] 2558
DF A FAENZHETY, KFTREY ¥ DB
IR IS TH %A%, CALGB TlERIEECLLEZ Y v ¥
YRTETNTFE Y DOMEKED LK EFRGIC L B
BT ebh, FAMKETI0% (CREAT%), RHEE
5.C77% (CRE28%) ORYFHIH/BSNTWD ™,
HEIMEHREBHEE SO L A, 49T — ik,
A4, EOBITIHEY, ZAP-70 (70-kD zeta- associ-
ated protein) DRBNED LN LI LIZLY, ZO%
BB OVENRZRTFURTFEZELSRTHE ™,

EhHiIC

EFEDOERH Y, FHROW L FbIT S 721513
PUEA OGEH, KRB R0 BIRE O HF G,
EROTRENEA S 725 Sz, G, LD HELBIET
LAV T ORISR, FRIEAORIEIMTHI S
boltEbhs.
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