EMBRIEBEDEIET A K Z 1>

(H)
LI 3
P B T I 4
J N BV R L 13
B NZTEY 28 I 20
/NS I 27
JS N BB ST B 1% 34
ANGR-g B S AR TR T3 45
) N 48
BN FRAEAS BRI 58
ANBHAEA BRI 62







XL oI

WAE, M R L X — OB MR BIREZ -6 THFLE LT SN T
7205, ZOBRBEORFUIHEERHY, BHOES-EHRBICI YV RLRSL, /2. HEBH
2479 02, HLABEA MBS BRI T 200, S5 EH/ Y 7 1288k L., JEiMigE
BB EZ FET 500 BHUNOWERE LIRS 5 D0 7% EZDOBRREALIRIZ R - T
&720 TOL) RIRMOHF T, BHLOBEIEZIE L < gD, ZOiEH- Hkr %2 BE S AZHH
LAEZRA 2 LD, BEIACKBEOHEE LM T 5 L TCEEICLR - TE 1,

D7D, HARBIMAMEBHSYXTEITA N4 Y RES2POICHE 2 EAQ, 2
PRI E BB OB)IE D — L EZX T2 TA FF74 2 LTI ZIIRL, TE
LR ENOERIR T — 7 123 S BB 2 IEEME D IS5, ZORIC R S F RS 7
A FI4 IR L 72,

BHLDEL % Europe BMT Group D@L FEHE D (2 U CTLUT O 4 BRI RdiaR L
720 DHETIX, K72 approved clinical research protocol (CRP) Ot &DiRENZ L WEH
IRT [promising TH % W31 7% evidence 7\ | HAH W [HEIZ L o TIBIS7ZH—M
IETE LWV HBDLCRPICHEEINTVED, TNHIFESHECRPE LTHIET A Z EATKRD 5
NTwb (Y Schmitz N, et al. Bone Marrow Transplant 17: 471-477, 1996 )

oo ogooooooooooo O Definite: DO
o0 oobobooobooooobon O in routine use for selected patients: RO
oo obooobooooooooooboooboooouo

O to be undertaken in approved clinical research protocols: CRPO
000 ooboobooooooo O not generally recommended: NRO

BT AR AR, IR AR M R, S BdEREN (3 =) BRIZZOBGE SIS NS
A HARIZBW TR Z £5h o720, & 5 WIZERRE T2 DR et - ARk 2shat
ENTOVBEBTHH7202, SHOHTAL FI4 TR o T,

ZOHARITAVE, HLETLHBHETOERL LTEFERECLZUFBNZELETDH
D, EFREFRBOBEOQOLE L EE L LTOMA DEESABOMFNEETH S Z
XE) FTH AL Fo MDA CHELAC S FIED 2 0 UE, 2 ORI % HIR$
L5L5DTHR\V, o0 AL FIA4 VORLIZEIGOIREHE, BAEOIYH#E & & imisii
BHEREOEBEBEOIKIZE SV THESN/ZEDTH ). SHON T OEF LM
Ko TET A EFHEIN, BHOBRBREIZD &L 2L DHIABLETHS I,

COE)BHEER LT, HADBEOSZERE L TURILTTWZE 720w,




PR PE 4 8 Pk v

I. EUSHIC

DIH G T S e R A 0 P U0 08 A BB 1 s BRI & L TR IS & £ 2 5T &
720 L2 L. B oE#EE UTIFN o233 LT, major PCRELEDIGASA 5L IER D 5 E4
HERMPT5 5% &, QOL & 2 72 AAER D 5 A b L BHHREICILES 2 B 55 2 L8 5%
Lo 72?0 B TR & A ¥ SN0 05 0 REGRER X - C o MM N R Al o0 48 A7 Yk ASRIE
HEN WAz, SRR L T L HxhEE &L 32 R 2o TETWAELYY, LirL—
FHT. MBREOT— 512X 5 IFEN a2 L 2 BOAEGF TR IFN a2 B0 2 M@ m2 0 K
Ik & P L OB SIS SN, B SRR E MBMOKEICEELY 5 2 5/T (FE4 IFN
o FHEHIN (B o8 E o). HLA class I allele #HEE) dHLMICEINTETEY, 2
NODOWRTZ 5B L7 ET, HobFEEZRT I LR L, Fr ORERTHEBO RN 2 &R ARRIZA
FAENIRD SN TV,

R, ABLERRWFT T ¥ FF—YHEH imatinib GG 70Xy 7)) AN@EE B 05 2
R EREL LTZOREN L EDbO TEHVAMEIHE SN TW5EY, HARIZBWTH20014E12H
WAEREEBREE & L CREE S N, imatinibASCMLO 4 1 BIRDEHEHE L LTIV SR AW RENE L, 4
o & IMERHINA R AL O I5 <° Z O FHY I imatinib O 2 B L7z L CE SRz TR S v,
imatinib D FER BRI FE P P LRSI NOo0H LB DL D H 4 <. imatinib% & D X 9 2B I HAH
HH5WVIIIFH TR T A O%, imatinib B S1C L 2 BBERR LM &, BlE: SN Tl evidence &
LTHLRTRVEL S0,

CO &) BIRPT T, imatinib (FHD 2 W IZPEH) @ BOSHEIZEE D W Tl AL O @)t 7 %
RABTEZRDH, GBS D THA ) RFTOHREREEZ ZE L. &I o @8 % Kk
FTHLERHAH DY TR LEISIERE (20024 3 HBIE) ZEHLLURMEDNH B Z LICEES
n7zvy,

0. WNREE

BAHA TR ES O ERIZI S 2 &R TW AR WAS, 505 L EOBE TIX, # Deligibility 131/ 4

DIEFI T HIRRE, e O Fhint. BRIYEDOF MR E X VRAMICHET A I ENLET L,
M. ZHEDEIN
. JEMm#z
k" H AERCM* HLA &4 R
DNA BIE & rEE
g1 E v NCR R R R/CRP
mPCR R R/CRP NR
MPCR/CCR R/CRP NR NR
BATHE % 2 181 D D D
S b R R/CRP CRP

*ARY 2) 2WEBM

4



gy =Nk

NCR: no cytogenetic response, mPCR: minor partial cytogenetic response, MPCR: major partial cyto-
genetic response, CCR: complete cytogenetic response

D  (definite) FEMEMICBMZEIDO 256

R  (in routine use for selected patients) BAELZ ZRE T 2 OD KW RGE

CRP (to be undertaken in approved clinical research protocols) : EE#EYEHE L IS 2T, BRI E LTHE
Wi R ESGE

NR (not generally recommended) —#%RYICIZEID SN niE

1) 1 EMPOEYGE

1. imatinib 2B L 2N F TIZHESI NIRRT — 7 1ZIFN o 515 5 I3 A RERES] 2 XF 512
L72bDTHY. imatinibZ #IERAEHE L LZERBGEO LT v L7225 T, BRI TIIIFN
o R 7% (HlLEEFENERIAE SNk v) B4 12 imatinib 2§ 5% Z & 2¥evidence 12250
WZIRERRINE W 2 5%, 4% imatinib Z FIBIAEHE & L 72 BRIRBGRE DS & 022 72 o 72356121
iRt = %3 %,

2. P & LT imatinib ¥ d 5 (& imatinib % & & 2 H) G HE DRI O 4 1 RINOEE
P& L EEMEIEE W AS, B R Cld imatinib 512 £ B HE RS R ORWER S RN TH 5
L ERBEICANSE ETO imatinib DEELZEGVBLETH 5,

3. imatinib % & &L AL E CREIR T — & 257 (. BRRBRE L CEiETRETH
59,

2) 21 1EMHOEmEREEE

1. [ARE 5 i R B R O RS AT H B & HINT S B A HLAB AR OG22 5. HLAHE
AR F=E5N, BROY A7 5L Rw &R SN A5E120F, FAEE i A % o
BRICER LTI ) C E RIS TR Y 2 ®INTDH 5,

2. SEWEHRIEPEOY A, B 5 VIEIMES T S 2 8E121E. BARESH/ N> 2 (JMDP) 1I2%
FREAT VBRI HLA S A IEMARE MR 2179 o HLA-A. B DNARLE G IR N — 233 5
i, ZoFrF—2HOTBHEZIT) 2L 3B YLEINTH S, INF a etz bzl & d
12 H OB SUETH 5o imatinib RS, L D EHECTHETX 2 WREEYRD 5
A BB TIEHS A TIE RV,

3) BITHA. 5 21BMH
1. [AHGE M E RO S % L HIl SN 254, HLA A, B DNAELEGIEMZE N —
O OBMZEN D o HLARNESIMAE - —RHLA DNARUASE & IR ML 1 F— 755 O il
b COYEIEIRYLEIRTH 5o
2. imatinib REEGHITIE FF =25 SN W ERBAEE TOMMA S 2 55612 imatinib Z 5
L. M#AHEaE 2 X5 2 L I3RU2ERTH 5,

4) At4Es{LHEp

1. imatinib £#%5-F1TlE imatinib Z 5 L. MEFHREZH S 2 L IERY LB IRTH %,

2. imatinib 52 E D 72 L 2 WHSHBOLNTOEFICHE TS 2 Lo, FEEMEHMEEMED
WD D B LW S N B A2 BT & BRI A o s e Al 2 B %0 7272 L&Atk
WHERNE A DAMZRIE 2 D 2 whs, BREGED AR TH D FRCIEME e iaE o
WISIEEICEE T HLEND L,
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V. F&EF

1. IFNa¥E LB 8L K E TN
OFECML DRHRERFARICE SOV AFE TR
KHUEL - 2 B9 D R LIS O 15 HE A % retrospective lCf#HT L C. risk%3# (prognostic score)
ZLEIETHRAANLZINT VD, THRTHM (AP, BCABITT AR 245 ET 5) L
BIEEBEOEBRINRIE 52520 TE L, UTIRENLZTFHETFUMAIT 27T,
727201, imatinib AR DT —F Th b, F72. HRIZBWTHIEIZ R SN TV,
1) Sokal score®
FELTTANT 7 7 THES NI 678BI DAL % AT L. low risk (<0.8). interme-
diate risk (0.8 — 1.2), high risk (>1.2) JEBIZ S TE S Z & 2R L. #IZ hydroxy urea
THHFESNIEBNC S @A L72A IFEN aihiz 2 72 BE B O risk group {biE meta-analy-
sis TIZWEETH 5729, LA L IFN «lZ major response %719 0 BEMEIZ DWW Tl Lee 512 X
1UE. Sokal score ® low. intermediate. high M Z150%. 30%. 15% & R\WAHBIAELO &
NTw3 7, Sokal score 34 (F). BIE FEMWTFem). KAHMEER (%), M/ARKEL (< 10%/
cmm) O 4 JWFEHCCTFROGHERTIHET .
score (hazard ratio) = EXP { 0.0116 (age —43.4) +0.0345 (spleen — 7.51)
+0.118 [ (platelet/700) 2~ 0.563 + 0.0887 (blasts — 2.10) 1}
2) Collaborative Prognostic Factors Project Group!Z & %score® (Hasford score)
IFN oD iE# % 5\) 721573 A % meta-analysis (& CTHAT L 72458, 4E47 (50 FKiiiid 0. 50
FULEE 1), ME (FEFem) . KMIMZFEER (%) KW MAFEREREL (%) ARSMiFEREEk (3
% AWML 0y 3 %L 1), IM/MEE (150 75 /ml &£ 0. 15077 /mlPA Rid 1) @ 6 H+
ZHWTLU T O RIZHE - T prognostic score Z3KD, FHE LI MHBETLZ EZ2R LT,
score = (0.6666 % age +0.0420 X spleen + 0.0584 X blast + 0.0413 X eosinophils + 0.2039
X basophils + 1.0956 x platelet) x 1000
IFEN a DG % 20 72 R R 0 908 B2 D W T oA F I R rhdefiid, low-risk (score <
780, n=369). intermediate-risk (score>780. =<1480. n=406). high-risk (score>1480. n=133).
ZNENI8, 65, 427 HTH o720 filiDupdatell & 5 & 105EAEAFRITENEN42%, 18%.
5% TdHH. TNITIFN a8 & 5 O Z K3 % &, low-risk group T 9 » HDIANIZII
WEE M BRI )% L 725565 54%. 21 H BAIZ CCR Z 721& major PCRIICH]E L 723565 74% O
10 FAEAFHRE b, ZHUIx L. high-risk group TIZ IFN a~®O ntEE FHICHEZ 5 2
ol
@IFN a /B & B HlfEEFER RS ICE S FETFA
IEN aia#IC X 0 M@ RS0 ERE23% $GE® 5 1, major PCR/CCR OB HA 5115
SEBI DO FEPIERDACFRE L ITENICOR L L EPHLNICEIN, IO DREFIIBNT
& A% Ed 5~ 6 EALERICH LT, FARH L [FEOBHRED R 5N T W5 WIINREIOTF
BRIEIARETFHEINS, LA L, IFN o OFRPTEIHT 2 DI 1FEUE(9 ~187 A, &K 44F)
g 50070, IFN o ORRE o RO - ToME ZET5 L. BT TIZ 240 RET
HZ L), BAGEIEL 25 WHEMERD 5. ZDO72DIFN o IHFEIIRN 2 E D 2% 5
CTFHTHIEBEELRIETHS, ZOTFHICE L TH EFLo Sokal score i3 HTH 5 12,
F 72, Sacchi S 51%, 1982 ~ 1990 4E1Z IFN o TiH#E X N7z 274 1 % 5F 512 retrospective (B
LT, MR A Wmajor PCROM SN2 HEFED10%LL FCTh HIiEf & 7L Twa1,
bbb, HHEE 3 r HRER T, BE, M/MEZ 2 IGRFIRRRD 7-ERI 0 ) B S
HEEERPRONZVWEETH Y, 6 » HRE T, MEFHNTEEERIHONLTVIEE. b
B WITTERBIGREZE T 5 cm DL L oORUE, 7075 DL Lol /M6 % 2 B0 5 Th H. —H. M
Jifi - M/RBEZ % B Do T2IEBNC B W TR, 124 AR S TR FNEEEmIE s, £




| 1B B RN S

7215 ~ 20% DOHEFE T major PCR B #ifF TX %,
@imatinib JAEIC K 5 FEEF
IFN o BRI TdHh - 721E M IARER 12 3 v T imatinib 12 £ ) major cytogenetic response 2
BATELFPURTE LT BEMIZFERIHE N, NEZ7OE M (12g/dID 1) BROFERS
% VLT, Wi SIEEBELG E TOMMAY 1 4EDN,. IFENE#IZ X D cytogenetic response 73 5
NizZ L, BHIFoNnTns W, AFICHT 2 FHRETFIZERE TIPS 2 TRV,

2. IR BERE DA 1 2 E B E S BRI O 1
DOHEDH 3 BBREATF

1) ForEREARHA © 5BV, SR, BT Sl L ET I o B BT 5. H
ARG MA AL AT 12 S EAERAE D 2L 5 L, E—BEMo 5 EEERITH 65%. &
TR 42% (HLA B A FRRB R 36%. FEIMAE 1 50%) TdH 2 DIH L. S oB#EIZHLA
HA TN 26% (n=48). JEMIFFE 0 % (n=31) & 4FICIEIMABE B FHBEIARTH - 72
LUF o fa b 713 8 — B B AR IS E R T THOTH S,

2)FE & 20Ul EICB W TIZERE & IOREIIA R E 2 505 L5 % R 5R L 7B R% T3
AT,

JHLAE A E | #ATFREBAEKIZS C OME TENL TV S (5 FALFE72%) o FEIMRE H
AR, HATIZHLA DNABE GBI TIZ64% TH S 05 A#EESHIE45% EARTH b,
DRBI # & B IIAFRICEE L 2 WIS DH 5,

4) #HEATIFN a © Morton S5O#HE 1912k 2 &, A4 & L IEMBEEBBMICB W TIXIFN o %

6 r AL LM L 7-#E CoOBMBAEFARIIA B, HE D HEHIKPINE 0 2 EGVHD I IE
BEDEV. ZOZ EIZHLABEAFRBHEBRICB W IR EN 2178 23% (., Bk
DI —E£HTOEBREBRICB W TH GVHD #9E. AEHFHE & b ICHFEREITHBTVu RV
19, AARDIMDP® 7 — % TIXIFN odfa#R I & RS & OMBIIE 220, —J5, Bk
IO IFN oW IEREICBE L -C. ARG 90 H LART IS Ak L 728 & 90 H DI b % fikfe L C
WBEIC B A BMIR 5 AR, RUFIEEE (n=36) 71%x L. #kEERE (n=50) 46%
EHITE D) D AR B 2D,
SWHSBMEETORE | £ ORiikIIB VTN OB TOMM A 2 EL EORESI & 1
~ 2 SEDINDREBI T, BEOHPEEIIHES L VWE ShTnb 222,
@EBMTIC&DXAFV LTI AT L
EBMT T3 atkizibl % &t CMLJES] (n=3,142) % xf S FFERHREIC XIT T,
BRI OGRE 28T L2680, 227V Y 7Y AT L ZBBLTWS 2,

ol
=

V. BRPRREIE

1. imatinib® IG5 A

1) 1814 HASE 1 HHEBR

imatinib O FIERR AR & ) 2 OHRPEARIE S 4, 1998 4RO A 5 Druker 512X ) IFN o
YO MEEE 2 512 L Cimatinib A 555 1 AHEERAY 1 H 25mg 2* 5 1000mg/body %
TO4EROMRETHED 1 H 1RGS-S N722, ZofER, 300mg Lh o i & T 55 i 48
B, 87.3% & X O THWIMEFWEEEMBREIE O, 29 FITHIEBEEFEORE (N major
response (& 17 5], complete response (& 7 ) A% &7z, Major cytogenetic response 2345
LN7Z17T NDEE Dresponseld 2 » HLLNIZHE Z 1) o LS~ 1 B ff R4 1 ) b Ui 265 H C53
BIFFS1EICTRERE L T 7ze AEFGUTHIEMTH D 43% IR, 41%IXF AN, 39%
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WZPRHE, 25% 02 T 19% 2B H%580 S 7z, 1000mg/ H £ TOHRSG- CTiRAMHEIEL TV
A, 600~1000mg/ H Tldgrade 34D EHLOBPENW L T\ 5, MIEFEMIZIXgrade 34
DUFHPEIRA A 3 4 B, MR D302 E U T b, I, imatinib O3EBVEH O HELED
HHEELEHVEORBIEFIRE I N TS, D EOKENS, BHIICBIT 28 2 HREBD
HEFER P - 13 400mg/body/ H. #EH¥RS & 37z,

2) & {1 MR

Druker & (Zimatinib #3504 1 #H3E % 1 H300mg* 5 1000mg TP 6 B0 58 T
Fhi L7220, ZofE, BHittEMtiEb 2R L2 EE 38 A 21 NS (B#ih o3RS5 %
DF) 2o oh, 4 NS F SR S iz EHRBGH 109 H A5 349 H Rk
LI T 7 ADSEIF 2 HEFRE L Tw/z,

) oAb R LB Y B IR H 5 Vi Ph 1 R & 2% A I
BE20 AT, 7ANCBUBAED S, 4 AP MIEFEWEEERIEL2A 1 60% By T4apl
HELTWS, U N EREZ2MALEC imatinib 25 LIS D & - 72 14 61T 12 Bl 25iE%E B
%53 H (42~123H) EHRIICHIEL 72,

A OF ERHRO R TL W OIIEFRERIED & /MR T %o Druker 5 O 1 HH7AER
T EERIFPERIE DA grade 3 (500 ~ 1000/ul) T 26%. grade 4 (500 A:fii /ul T) 40%. il
I A DS grade 3 (1 J5~575 /ul) T36%. grade 4 (1 J3Kii /ul) T 33% IZF8H H M7z,
MV BEYE G, & ICAMEEL IR BB OBBEIREZ AT 5 BEICBVRIEFEELD 7 — v
A H B VIIAE L THB Y, imatinib ¥ 55 2 IEH B MO FESE S N W AEES 5 1 ek
BHY., EEILETH S,

3) 552, 3tHERAREER

imatinib ¥ 5 2 #2210 IFN SKHUk 2 0 8 E 532 6. BATH1 235 6, 5 RS
Pz b 260 B 2 XF 12 L T 1999 4E 82270 5 2000 41D 12 20V CTHEM S 7z BRERNIZE 25,
N SIEERD 2001 4E 6 HBAEDR R R I N TV 51427, JEERIFI1Z CML O AR VI &
BERRIIE L &), IFNEIUE 0B CML TOMBLE R A EFS (major CR + partial CR)
1349% T, BT L BRI T 22N 21% & 135% ICR SN TwWb, HFBIE 3 » HUA
R PEIIRE BT D 50% (2 major CR 23 S (hefiEi29, H) . &&iZ8847 HTH -7z, N#E
FHTIRMAEFERED 1 » A (hYfl) THELR TV, 512, sl & atiibiicsnw
BHBRIEE 3+ H O FNSHORESZOHOEFITKRELEELTWS,

R FIA EFHRII KD grade 2 LT TH Y, D720 ® imatinib DI ZNZEh 1
% 2% 5 %ICH SN, MEFENFENZ R 3ITIR LA, F 1 HRER & RBISED & &
f b WIC grade 4 DI/ R UFhERIR A DSBS I ] S 7z,

imatinib B & IFN + Ara-C pEH# % I % 8 3 MHRRERDSH 72\ W S - e )
11061 % xF 512 20004F- 1% 122 & B 4A S 120014 1 A B SRR T L7z, SRECIHFIKPIMEIC R -
T2 BV AUTE D IRIRIZEE § 5 crossover it e L TTFH A4 vy ENTW5b,

4) BRICH T BEEKRHE

HAIZ B Tld IFN $EHU 8 % 2 10 412 LT 2000 412 imatinib B 545 1 A ERAS
200mg. 400mg. 600mg® 3 BERECTI2FICHE M S, 45 2 HRERAY400mg T39I Fh S L. v
BB Cldd 2 29K ETORRIREAER & FIMR RO N TV 5, T2, My - il 83 20
Bl % %5212 L Cimatinib A T400mg. 600mg. 800mg® 3 BB T4 1 #HEERAHT2001 4 12 F i
INTW5b,

2. imatiniblZ D E 5 HIHS 23 NEFHIH
FERELZBERRBZ EICI VD TORELAZHSNICTAI LIZX ) S HBOEERIRSHIELZ D DI
%59
O w BTG G T OA R




| 1B B RN S

@B IREE, JF1Z cytogenetic response D Ffe i bl

(®imatinib Z R L 726 0%

OEEH. &5 WIZ2aM%E L. 2% ) > MERIHRIC B TbE & Pt BEE O & A3
OPEHEED 2 WIZHMBRETHEIGONLAR L Zh e PN TX 2N L KT

3. IFNWEIE & 3 i il R p8 i D 1A

&AM FE AL & JERBHIIA R & % Heik L 72 prospective randomized study (ZfF4E L2\ 728, [AIFERE
FEAIFNHE: X D BN TV 5 & Dconcrete evidenceld 2o LA L. 2T TOEEHI Duncontrolled,
observational studylZ & ). S Tldd %A, FEFEBHEE Csurvival benefit23d % & Devidenceld
FIET %o 72720, £ ORBRBIZB VT HRWICROBEAEHIN T SY, (1)BMTEO ;A
¥ 6 FHEFEETHSL, (2) BMTHOF 2B A, (3) BMT #EO ) 25T #E Bk R R T ONE
RV (4) BUTEEO T AW 5 5 BH MG £ TR 2B L Twab, (5) BMTHIZIZIFN
IR &, FRARBENGEENS, (o TRBEOMPUIEETH SRIER LR VDS, KD 2 DOWE
. RERFHIICET 2 2 E 2 b5, ZNOORKRLL, BHiA OO OB WEEH T, Sokal
score S WA IR O B 25, FEBMERL VB TWL LEZbNS, L LIFN-a low-
dose ara-C #: 28, imatinib & O BEHHRE R R G OB 35 FF—1) Y oSERkigEIc X %
BHBAEFROYED 2 L, REOEREEE KT 25D TIE R,

1) Italian Cooperative Group®observation study

1984 ~ 1986 4F sl S 7z, 258 Bl B % it & L 72T RS AT S S hCwn 530, 20% 0
HOEE L CHLABA R o RS Z 2. AR CEfAhdut) &, BHi#E43% 687 H).
JEREHERE 25% (534 H) EBMBEEDEN T Wz, D%, 1984 ~ 1991 4E D 840 6 (HLA #A&
[7i] i, ) o [R) R RS R 1 120 1)) 12D\ T DFENTAE 3012 X % &, Sokal score 7% low-risk # Tl 10
SEAEGHRD, IFNHE49%. FFERHLEE 57% CTHE 7% { . Sokal score 2%intermediate, high risk #
Tlx, IFN# 17%., FEFERME54% (p =001). 32F LT TIXIFN #: 35%. [RIFERHIRE 65% (p =
0.05). 33U ETid, IFN & 16%. [FFERMIEE 31% &, BHBEEOBEMEI /R EINZDOE32F LT
DOFEB), BB Wik, Sokal score @ intermediate, high-risk IO A TH - 720 F 7z, IEN IEHE LY
WX BHTIC X A & major PCR PLE2S35% OREFNIZFED HiL, N5 D 10 A LFH1L 68% & IE
WICBIFTH D, 72720, MEEE L T1984~19914E DFEGI DIENT 72 DT, BUE & BHL O L F#
ERZY, TRMAPBAEL Y LV ECREENED Y. ZoER 2B TOpracticelZZ0 T T H T
XD SN L0 EMEDDH S, FHCRCIZB W T D 1984 ~ 1993 4F 0 [ C [l Ha I 5 BEREAH D B A 1375 52
W kL Twa,

2) IBMTRIZ & 2QOL% ML /=477 (discounted. quality-adjusted life expectancy) 24
2836 BIDORHIB 2 xf G & U2 NG RO 12 X 5 &, HLA @& Ififs B#HX Sokal score. low-
risk 7D 45 FAEEE I B\ T b IERBAIRE & MR EN TB Y, risk ICEWBIMRICEFARIT R V. L
L. JEMARE BB CTIE/2 8 2 TEMDPICBR L2 LT, low-risk #ED 45 FFEHE I B W Tk
FEBRBI L 2137, FNX Y EERED D B\ idhigh-, intermediate-risk#EIC B W THEERDIERE
WA LS,

3) BAORKE
HZA T3 randomized study 172\ L. KB % case match analysis b FHE L RV BHAED E S
5. Zliik Oregistry datall & BTG S & DEBI ORI SRR OO AHFET B, ZNLHIC
X5 L. FlaHBMOBGREIZNCK & [FSETH 555, HLADNARE A IR E AR & ) Bif
T, FREBHEIGEVWEEI S ONTWS, 512, HLA-class I DNABRIE SO FHENEETH 5,
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(D Registry data.

BASMAREHEESHRESE | PRREESEFEREEFIICI L L BAEBIE74%1
V29 B I - i Agk i i R R A AR 0 5 4R AR A7 301 64.8%, HLA @& [FRH M (n=506)
WZRB &, 71.8% TH 5,

SHEBEERE (JMDP) (C& 23R4&20 @ JEMmizE MBM AR (n=452) TIX53% CTdh 5205,
HLA ® DNA BB A A EFRIC RITTHBIIRE (. HLABEA (n=266) 64% 28 L. Af#E
A& (n=42) 33%. BA#EA (n=156) 1% 46%. HLA-DRBIANEA (n=56) 58% Td 5. class I
DODNARE GO ST ADRBUEAEE L D AEFRICH 2 2 EPREV LB LN TR o720 FE
m@%ﬁ?ﬁmmmiaxmmﬂm®b+ EHOWIGETHY, NNy 2D RF—2 Wz

WD Z &N Z 20BN S TR\,

EIZF SRS HES S O registry data & AUV BBREER 22 | S B 723 61 (ifitfs 377
B, JEMFR 205 1) Z MRS UZMHTIC L 5 & ERMRICK2AAEOEI R, B OBM T
TOHMIZOWTIZ, MAFEFBHIZBWTOA, B2 ED EOSE ﬁiaif?ﬁﬁTL
720 FEIMAE BRI BT 2 BT IEN S G- W B O BRI 5 2 5 BHE S 2 BT IS
. HEEZ R, o7

QIS & B ERRIFFR

1))

2)

3)

4)

5)

6)

7)

8)

SEBIEUZ A s, BARIZBU 5 2 tisk 3 F o 7 A EERFZE & L CHE—fERom sz b
DTHbo = KWFEL LT, HLABAFMEAZ 5 iud 1 FEDAICFES #M (RBMT) %.
&3 7% {UFTFN o #EE A Held. 3 7 HUWICIIE AR EHICE S 217 I TMDPIC SR L, MK
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BN S BEE L% (acute myelogenous leukemia; AML) (239 4 7 MM A%, [LFE
FLIR LT, BAEEICL D X0 BV EFOWRENE & BIF2E#EEZ O QOL (Quality of life) A3 5
NHLEEZONLIRBICERT XX TH S, 19984, EBMT (European Group for Blood and Mar-
row Transplantation) & 9 AML IZx9 % &M O ERIRNSEE SNV, Lok )%
FEFIZ, o, ORI EIRT RE PRI EHEOHBICWZZALNTwD, T E 21Xt
R L BRRE L OBL R B LTS R ET U APHEEL VI EIGER L Tw5,

COLHBIRICBVT, KEBOHEBEZENT 5121E, ERICHELZBEOFHRETFUT S
AT T 777 —IZHEDERERERIML L TERZBL I ENREUNLEELONLEYD, 22T, ATA K54~
RS ORI & VRS LLEGABR O R AR B A RS OBUIR, Ara-C KEHEE O PRFBE
IDEEE 2, RIBOFEBICAL 72 D &R L7,

0. WREE

ISR P R EYE D e WEBEDSH R E % 5,

T 16w EE L. EBRIZFEFERBRNILX 50 % F T, BEBHIZ 60 T T2 EHI &4 25 4 D%iE
BlOL B IREE, FHWIRZHEEICHE L. WERBH., HRBMZIZN5%E T, 65T TERLTD X
(VRS

Il. 7&REARIIC K2 BAHEDEN

m" H Jzy R B x#5E
HLA E& Rk FEIMm#E

55 1 ER t(15; 17) CRP NR R/CRP
LR 4 CRP CRP R/CRP

W) 2 o D R R

YAy D R CRP

5 2 FLfv ] D R CRP
5 3 EAR DLk R R CRP
1 PSR R R/CRP NR
FREEAEAT ] / B E A AN ] R/CRP R/CRP NR

D  (definite) FEMEMICBMZEID 2556

R  (in routine use for selected patients) BALZ ZRE T 2 OD KW RGE

CRP (to be undertaken in approved clinical research protocols) : EE#EAYEHEE L 13 E 2, BRREE LTHE
M3 R ESGE

NR (not generally recommended) —#%IICIZEID SNV
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1) t(15;17) B AR
t(15517) 2R d 2AVERB BEERME s (FAB 24 M3) (X, ATRA OEA LUk 4EMH (CR)
RA0% %A, 4 EWFHAELFER (DFS) 1360% Ll EE 7o Twb 348, KJEhTid PCREEIC X
) PML/RARA 2R L. AEAHREZ (MRD) 2 E=% ) Y7322 ENWRETH V. HiEDHF
BT HE S TlE98% DIEFI TIEIMRD Z# 8 e E B SN TWw5BY, L7zd5-> T CRITIR MR
OISRV L2 Ly MRD% 588 25 Bl R R W N MEREL 1 1 DL EOSEFIE TP HRARTH H 4,
O X)) HRIERIC BV TITHLA - & M S ZR I 5, BREM MMM ERE
BERS R A CIRE B IE 25K D TR { ®, CRUC BT B BGENSRIFCTH 5057, Z O8I I3 EE IS
ZET %,

2) RURVH
t(8521), inv(16) 24 F HREH, Auver/MEDOA M, LDHAH, EHEEAREIC X 2R LTEY
AN T BIERS (BREE) M4 T 5. t(8;21). inv(16) IZAHMAY GRS % PE ) HE B
bIhizEENsY, t(8;21). inv(16) %A T ZIEFNILAHEDO AR T, FH12 Ara-C K&
BENTH L0 & H o ARG ITEEICEET 2 LEND D, HRKNYMEMIAILE
SEEEIEAME N DS, Z OIS IZEEICEET 5,

3) EBEEUXVEH

et (RBE L LCTt(15517), t(8521). inv(16) TixZ% <. 72 FPHRAROGMMRESE L SN
%3q. 5%, 7THEDHE . hypodiploid. Mz B2 <. Aver/MEOA M, LDHAE, f#E A 1]
B X 2@ L CHEHE Y 2 2 1SS T 2 RS (BRE%E) 254 T 5. JALSG-AMLY5 trial 123
\} % matched-pair f#HT Tl S OBETHLA —XFRRHEMBRAILAHREL VERTBY Y, B
FMOBREEZ ONDD, BERARKEOEN S EETH 5. FEMEE MG HBAIIARIE T
HLA 3 o R R & 2 IZRESEORBEIE SN TW AP0 THEEZZE L TH By HEERW
MEHI AR X IEHEB HAEDMR CL FISE BB L TH L v,

O00JALSG-AML 950000000
Auver /MK (=), LDH =500/ul. EMEARK2 KEHZ1HMEL, AT 5

FI—7 237 EERERESE
Ky A2 1or0 37.4%
A R 7 2 30.6%
=B 3 22.1%

4) BIRVH
Pt fRE & LT, 3q. 11q. 5%, 7HFDOEE. hypodiploid, t(9:22), #iEk B %0 5%
B, B L Auver/MEkO A, LDHAE, SHEA R L 2 EHALTEY A 7 12HYS T 2EH® (&
¥5¥%) 54T 5, FABZSE MO, M6, M7 ZHIZENTH Y, T b DRI BT BIL5#
FEOBFIIARTH VY, HLA-RFRBHSBBRILE R EZ 2 5N b, HLA—HAM Wi
WA IZIEIMAFE SRR L B L 2 b, FF—2MEONL VAR ARBHZZE L TH L v,

2. 3 R
BTN B SHLA SR 5 BB O BRN, B E E KERERALNLZ WY, L
7eh3 o T FRIMGE I ETRALD 5o, FEZAIIRVELTH D, —H. HRBHOBHILIE ER
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WITIIE—RMRN L 045D 0T, AHREESVCIVTFEERZ EIRT 2 05X v,

3. B =S ILIRE O v R 0]
WFRORH BN THILPREDORIIARTH D B 2 USRS 2 BIRT 2,

4. B—M3ER
WoTSRRMTHIUS, BN & AR RV EOME O D H Y BRI USRI
Bkt % IS 2.

5. FHEN]

PR OBIO TN R TH L5, ALEREIC L BT EIIARTH %o AFICHIFHHLA—
HIF e 1] BERE R C LI PR SEHE B 0 18% Hi 2 IS R MV AEAES R S, ZE ST RV, $72, Jkm
B HEMBHOEE D AR TH LV FMKICEZTL v, L L, ARBHOBILIE %\,

V. F#&EF

BHER LRI BT 2 PR & LT, e, Qe fRiZE. FABSEIC X 28, W2 MmEk
%, peroxidase BGHYER, Auer /MEDOFIEZ EHHE I hTnwb 17,

BHHRETIIINSDORFOL CITEEVP DR, oL EBNOH 5 DITREAERETH S
9,18-20)

EBMT (2 & 2% —%EMH (CR1) (2B1F 2 MfEEB X O ARE AL 999 I THOLE BRI Tld, G
AR IR B 5 B3, BEAMBAL (LFS) B L Oe4fr# (0S) L. t(8;21).
inv(16) & favorable prognosis factors. 5%&. 7 HF DB X UM hypodiploid 1 poor prognosis fac-
tors Td - 7220,

HREHBALCIE, Qe ARRE LIS, LFSICHNT 55 0 L bMWTPREFTH Y. t(15517). t(8;
21). inv(16) |& standard prognosis factors. 5. 7 & DFH B X UM hypodiploid i& poor prognosis
factors T& - 72 29,

1612 % ® AML % &5 & L7z MRC AML10 Trial I2B 2 T, FefkiZ AR B X OS5
BALCBI 2B LO0SOFHERTTHY., t(15517). t(8:21), inv(16) % good risk., 57, 7
T, 3q DR, BXUHEML RN % poor risk, D% intermediate risk & LT3 9,

FIfEE RO PRI T & U ChREADII TR, FI30~33EL T, ZHid 5B E ToMI180
HLLA. FAB %348 M1-M3. cyclosporine A& 525058, £ T A2 FHREIFRTTH Y. grade
I LT o &M GVHD ORFEIZAF IS 2 PR EGR T TH 2 2120,

HREGHBMEOFHRRT & LT, Fif. BRI, CRI OB HE ShTws ¥,

LFBEIC BT A2 FRETIL. BENEICL - TOEELZITLIEEZONSL, TNE TOTFERNT
DOFEFTIX daunorubicin (DNR) + cytarabine (Ara-C) 2 & % Efif8E AW X A HIRABTITbh T
72755 BFE. % { ® AMLTidarubicin (IDR) + Ara-ClZ & % B8 AEIfTbLTWwb, £ T,
ARIRZBIFHTEF Y AD—D2% LT, IDR+ Ara-ClZ & % Bl AT b 72 % ik M e ©
& % JALSG-AMLY5 trial iIZBWT, ZDOFHRETF 2N L7zo CRUFESIIBIT S FH%E. Auer /ME
OFHE, LDHAH, BMEAMEO 3 WFI2X D 3HIZEIML L TRfT 3 5 & SRR AR 2 2
B (300 374%. BEHEY 278 (2 80 306%. &Y AZEE (1, 08D 221% CTh-o72%, &b, K
RERTIZ. 2000 4FEBE DN T b 7212 PRA R ARRE & FABZ B MO0, M6, M7 VA RK T
ThdbIEPFMEIN TS,

15



JSHCT monograph Vol. 6

V. SRR

1. 38— Safin]
1) BBHEEICLIRE
ARIFIT BT HHLAB A R R E SR, FEIMGE I E R, BRI o 5 447
KIZFNZN67%. 66%. 64% T 5,
EBMTIC & % 19874~ 19924E D 5T TIE, MG #IRAL BREHBA O DFSIE £ Z155%.
42% TdH 5 2%,
ZOMOMWIN BT B35 T H RS BN, BRI DFS I Z 2150 ~ 60% R %25,
40 ~50%'> TH %,
WM B A IEMAFEE I F RO KA & LT, SeattleZ )V — 72> 5 O TIEDFSIZ55% TH
2 26)0

2) UZXIRNDORHE
Yt kAT 12D < RHEIC X 0 T S M 2SS STwv b,
Mt(15;17) BHIMKE
EBMT O ik, HLA—3 [N E B OLFSIZ51%, EERIZS3%THLDIZH L. H
FGBERBHLTIZ LFS70%. 415313 83% & BiF T 5 20,
H R AR MM TIZ 5 £ DFS 13 71% TH 5 7,
2)BUXV##
t(15;17) b EDNIERPHE SN TV 5,
HLA — 3 A5 #RB R O LFES 1356 ~74%. HAA3I$62~74%. HERGHBM CTIZLFSIE
46 ~ 100%. 447513 58 ~ 78% T b 2918,19,20.2728)
H R RN MR 2l Tl 5 45 DFS1X73% THh 5 7,
I EAEYX B
HLA — 2k [ B 5 B O LFS 1232~ 60%. 31362~ 66%. HFEHBH TIZLFSIE
33~ 49%., HAEFIZ 36 ~57% T 5 291819202728
H R RN MR 2 Al Tl 5 45 DFS 1X51% THh 5 7,
JALSG-AMLO5 trial \2 81 2 @Rt cix. FEIiEE N % & & Mgt (14%)) <DFS
(& 79%. HAF#E86% TH 58,
4) BUR 8
HLA —3 A ME B O LFSIE 9 ~24%., AEFRIZ22~46%. HREHBEME TIZLFS 1
21 ~ 44%, HEAEFIZ 13 ~ 49% T 5 291819.20.27.28)
H RS MK A2 Tl 5 4E DES 12 0% TH 5 s
JALSG-AMLO5 trial i2 B 2 @l b T, Rk 4 & & Mg s (10%]) TDFSIX
50%. EFFH60% TH 5 Y,

3) BHBHELEEELOEBRR (BN BTIRE)

CRUCHIE DH LA AT 3 ICHMEF R 2 17 - 72881, DFS. OSiZAra-CK&E% —[LLEAT
9 Hu[E O & A AT T 2930),

Zittoun 53V &, CREAR., H&E Ara-C (05~1g/m? x 2/d X 6) Z&EHEDHEE:E M
fi47 L. HLA @A FBEAVIIFRESHZHZ., wiiTud Ara-CkE 2g/m? x2/d x4) %
EHE D FE LD B R G MBI randomize 3 5 BGRER % it L 720 4 SEDFSI [ HBHC
55%. HRE BRI T48%, (L T30% & s L ARG MBI L FE L VERL TV,
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Burnett 527 {& AML 10 trial \IZB W T 2 2 — ADILEEHFIC X 5 CRE AL, HLAME K- =78
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CREHFEIED 4 FEDFSITZ N ZFN43%. 35%. 35% & AEEE % . OSIZ46%. 43%. 52% & Ara-
CRENHRBRHBM L VEL TV,

INLOMEE T EHL L. BREMBM AL E TIXIZITENIRD L B\ 2s, BN X
D BRI T 5. HRBALD ., FREBHDBILE L L TIRENZVWOT, HEEOEIL
LAREDR X X D b graft-versus leukemiaR BRI LB DEEZ SNDL, THIZL ) RS HE
FED A LSBT REEIE B 2 A%, 5D & 2 ABMMOGHREERESC B M8 EWO 72D T
BHEL 2D, MREFRIIENAON TV RN LI 5,
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% <. TEL #fz¥% TALl #{z T O%%. %72 hyperdiploidy % /= $HERI A 721 23,
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505K E T HEBHIZRE TREMET L. LA L, il OREF D4 IRERHIK Z HE KRG
L. WIFERSAHIZ 65 L TERL TH I

. BHEDE

m H P BR¥EHE
HLA B4Rk JEM %
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55— DIRE o> 5 figt 31 D D CRP
SR R R NR
FEEAEATI] / B E A R/CRP R/CRP NR
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NR (not generally recommended) —#MICIZEID SN niGE
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D  (definite) FEMRMICREHE%EID 535

R (in routine use for selected patlents) BHiEZRET L0056

CRP (to be undertaken in approved clinical research protocols) : EE#EMIRH L L IXE 23 BRRERE L CTHE
s REY;

NR (not generally recommended) —#EMIZIZEID SN WIGE

1) ALLICH$ 2 badnd. SaEE#, 2 RAIMmKRE. Rii~—»r—. FOfiiie Ty 22
SEMTbNY, ENENOY) A 76 U TRRENEREN TV D, WhWw B 2 7 2B W
TIIEFHPNC X 5 BRI #RIZ80% 282 TB Y. 2 ORI a7 ¢ ook i s M e A Al
DFIGNE 2\ ) A7 FEICB W T RE 2 m b L TR T OIS D, S 612 A7 %%
ML L. FRICFHRAR 2RISR L3RI SR 2 & i go#En L LTnwb, 20
Bt S R T o s S A O #IG & 5 ML LT, LRI TORMALEER D 40% LU
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TTHLHETLON KK TDH S,

2) & MR O BRI & BRI Y — Rk o TRR 720, LS9 & OREO K
23 LIRS 2 RET AHEAICIE. CAOORT2ERBICANS: L TORBEO LI Z 1T &
B Db, HANBMAFSEMABHEE R L 2 2EFAEOKEL® A5 &, HLA—ZMi
IR A O R 130 18] 85 I T 60~ 70%. 45 -~ = EE T B 40~50% D EEEAER B S LT W
B, BRI TIZI0~20% ICBE R WD, ZhbolFs b Lic, ZhZhoRicsir 41t
FHETORMEFARE L, BHESM Y — X 2 EB L7295 2 CTEIMEHMERE @IS 2 K
W35,

2. AML
FIiEF55E
s H xRy ** EEZELT]
HLA &R AR JEMm#F

) [ 5 it 34 B’y R NR NR NR
M) 2 o CRP NR CRP
B AR D R CRP

o i DLRE D R CRP

KD A7 BEIUTOFREBIFRT %2 5 2. FPHRREIFRTE LT, t(8;21) 22 Wiks A imEk
$05 5 /ul K, inv(16). #3853 5 high risk ¥ % #7220\ 2 meRil ORERI AT SN b,
YA ZBRIUTOPEARKRF2E69 550, PHEARRKT L LT, monosomy 7. 5q—.
t(16;21), t(9;22), EMEIER] QEEEBL 2 2— ALK, AMAMBEAETFONSE (CkE
Z) .
intermediate risk #(3 low risk # & high risk # DAL O FEH,

D (definite) BEMWICBHZEIOL5E

R  (in routine use for selected patients) BH%ZZET 2 OB —HKRWLREGE

CRP (to be undertaken in approved clinical research protocols) : FEH#REFE L IZE 2T, BRAE L L THE
& 5E)

NR (not generally recommended) —#%RYICIZEID SN niGs

1) PERIZTNTEMEBBR OIS & SN TEZAMLIZBWTHILFEEOESRZID T L L,
LB TOHREBEEIEIZE LM E L2, BIC191E X ) B S h-&FEE@E 7o ba—
ANLLOLIZ BW T EE A %K89.8%, 7 4EM D MHAMERS52% & V9 T SRR BEIESNS
9%, ZOBOBEAELB/NEOEGREAMNG, =M% O GFRE O/ B3 2 0F7e8E ]
2Bk XN 72 354 B DIRHNT THAC T 1 B 72 — BE IR IBR A AR DT0% 2B A 5 Z L AR EN T2,
—J. DL BEDEALFEREE Lo T LT, BEUAEFEEI40% T2 WE) A 7 BT
ETHIER, ZOMEDTE LRI A7 2 HTHHELWS2IHh o723,

2) Dibo XS ZIRWAH S ALL & FIERIZ#) S T oOBRGEIL % MG 2 LEPELTE L, &
CTIEEAE DVNEOHEEAIIRE, KV M O R E O3 2088 o7 -4, H
ANRIMAE A MR R R A DB — & 2, ALFBEIC X 2 BEIAER, i
FAREAIIC & 2 R AAr =% el L. BAEIS B3 5 R8H 2 1ERE L 72,

V. F&EF

1. ALL
LFAHREIC BT 5 PRNFIEROBEIC L D ZOERIZH L, 49 L bR o @EIs
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ELTOREBEATHLEIFE 20w, BHIE, (LFEEICBCTHIIIH LTV S PRI TIZFE
W P OIMEREL BRI R TH Y. SERD 10U L O MBI B 105 /ul Db, Betafk
Tt(9;22), 11q23 #F2fER. B 5 \WIZEREAT 1 A TH D MLL & & TRt EFHRA RN T
EENTWBLASETS 2Dz IZBEHEIEEE LT A7 a4 FOMPRSG T 5 HEEROBA K,
ERFE A LM 6 B L TH DB Z L, MIRERY L IXE Z WA EE AANTER] b 2 I/
D THNFHRARK T & % % S101L1D s LAEEAS 10 2L 2D W8 R I EREL 10 75 /ul DL E o3
BHZ DOV TII LB O BALIC X > THBEBGEO M LS SN TB ). 4 H Tl Mg ia 2 fi o
& THIZIIERDD S,

2. AML

ALL & FERIC AML O FHK T ALFBREOHERKFIC I D ELTB Y., EEL VNEO R
FHIIE . RV A O {69 OFE LA B3 A B9 HE ] TO354BI DFEHTIC & > TULF O F BT O lif
PRI EFE SRR 70 o 723 A2 X A BIAEGEERIM0% K OFEY A 7 # L L C. monosomy 7.
5q—. t(9;22), t(16;21) Z& EORtkir a2 A § 5HA7R S, T 7GR PUSTE O RUCRifE A K
PuBl (EMBEAC 2 I—ALLEEL726)) QFHARBELE LTHLNIH 572, (LB L 2 R
HEAERDT0% %2 B 2 AR 2 7 BEE, Yet R [Tt (8;21) 22 W IE FUMEREL 5 75 /ul K, inv (16).
NA ) AT RF 220 2BRMOIERITH - 720 U EORERE, Zh s Aol bk oM
HEAEEN40~70% OFEY A7 HE L TRENT. 2D X9 % AML OAEWZERFEOFERT & L
TOEHRIZEND»S LHEENTEY B, EIMEBHBERHOBIEOREICHRO THHATH S,

V. #RE! - fRHEARI DRLIE

1. ALL

1) YEE#HH
MDPh1 ALL
t(9;22) A3 % ALLICH T 2LBBEORKIIMO TRRTH ). HEF TOHETIIW
FND E MBI OB DML A HEE I > TV A o, MEEFEN»S#EIEE Shb Y,
Arico5813 3 — 1 v 8B X OHLK THHEE S 72326610 /NEPhl ALLIZOW TG 2475 720 326
BlD 9 B 267 PN REMANT B, 5 B 1ATHNIALEH L2 HiAT L. 12080122 W Tl i #H
FARREASERIN S 720 HLA —ZR[FE IR RE (3861) LAbZREdE L 2 bik$ 5 & 5 EMRAALT
BE 65 + 8 %xF 25 £ 4 % &L BB OBGESMEIFIICDABICENL TV, L LMl
B 7 5 C b AL OE AT HLA — 3[R R I Al 23 38 51 v 26 Bl 2SI A A T 5 DI
L. RIS FIR R Cid 21 Bl 8 . HLA A—3Uiig& BB ClZ166F 7 61, HREBALT
25 B 6 Bl LR T LT Wb, —J. Seattle 20 & O 19 Tl IEMfE K+ —H SBH S N4
SR 7 B 6 Fl2S R AAEh TH 5o
@11q23 EGEE#H B LV id MLL BB
11q2345ME D 5 WIIMLLEM K 2 F 3 5 ALLIZ FHEAR T, bFA# 80 X % R AEFER1320%
FKili &) AR S Tw b 19, MLL Bz TR t4 511D 24D, t(95 1D, t(11;
19) ZETHEDOLNDED, WTFNRLTFRIIARTH D, N5 OFEIIWM &I B) 5 & M
MR O®EIS E b,
@RXTFAO4 FREHARE#
WMEREHD AT 0 A FIZT 5 OBERTFRRFE LCIEFICEHTH S 2 ENE L DOIIT
ARENTBY, Phlbptk ALL. MLLEREK 219 ALLS 2\ i THIFEEALLZ2 & £ { D ALL
WKCBWTHY. L FPHRETTHE I LB SN E %o 29106111819 - 2 50 4 N2 1 ARES
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2.
1)

L7:%® 8 H H DR IMEERELAS 1000/ ul % #8 2. 2 FEGI DAL= X 2 M55 L7313 20% A
e EFEoTEY, WEEFRFHICB W CEMBHRBHEO®ELE SNb,
O EMERR (AERIAE 6 ELE)
A7 a4 FREISESARTH 5O L FEKIC, FIEREABENORENARTH LD
PR HM T OBRBEFIIA R T, WAL Hb & 340101 5% 7 12 35\ T3 il s A2 Al o 5 s
TZF) 2 15,20)O

B_EREH
BEMN O ALL xS A bS8 O BN 5 4F O MR A A3 TR 10 ~ 25% &\ ) RS2
LNTBY., EAE [VNEOEBEMEAIME. KM M O EEE OB T 2070 O%ERF
THRBDRERTD o 720 IR O BT B A/NBME A& MR R R E & D%
TIZ HLA — S Ffa M T 524 + 9.7%. HLA A—BUl#xE A T 311 £ 187%. HRFHIRHE
T44.2 +144%. HLA—FIEMixE MBI T584£152%TH . Wih b bREoE % Lnl-
TWho Lo UL, IR0l T & b2 S5 HE T COMM TEORGEI R R L 2
ENS, FRCHIIERG TIERMIC X > TIHEELHM 2 ET 255050 9 5o
O REAE RG]
REIMEOERIMLICL VR o TED . BWitE307 HUA. S 2 £ LN, 6
T 6 r HAAS 503127 HAUNZ EOIREPH LN TWD, BREFEEFIZBIT 51b%
FEOHIIARTH )., 5 EMOEFAEFFETIONH % & M S, & mEH e BAL O BRI
30~50%DE 5N TVBE T NS, TORICBWTIIIEMBE TR Z &0 T, T_CoEIMm
MR AR O )5 T 3 5 21°26),
@ BeEAE 5]
W FEFE BN 0 B AL D RN 5 AR R O R AR T20~30% & M SN TV A A, #)
] 0> g i 3B A B 3202 5 FI LB 3R 2 (LRI & AT o 72 B CIAEFRME T 3 2 EH028H 5,
MK L, & MR R R O Bk 1350% 2 Eil > CTH Y . HEHRAEFERD ) 2 Tl i i
MPENL TV DS &) ML 2224200 [EAL TR S0 B b 2Rtk & 1 i iR B A Al
DEFFEFRICERBEZRO Rz V) MG D H 5922225 GVHDZIZ L & L TR
WA BHERD DR b AEIZB VT, 4 DEFICBIT 2 BHBEOQOLEZ EE L7729 2T,
HFI R EOFHRIFHZ B & —RicEsigEo @ Shib,

FE=ERLE

55 = SR DU O REBNE R e (b 2 Hi o TLCHBBIIMO THREETH 5, EINTOREIL
R REAE O RIS HLA — 3k Al AR 0 5 4R AR A7 38 0537.1 = 13.8%. HLA A — Bl 4 [ #
WiA333.7 + 23.2%. HER GBI T264 £ 195% DBMEBELNTE N 2, FEHNTORETS 6 4EH
T48% &\ ) N A AFR AR E SN TV B T ED 52D, LB EMEHEEEOBEIETH S, L
L5 = BRI AR 0 SR C IR AT IR M 2% < IR mL I L, ARSI OV
TREENZERLH 528,

3D 2 WVIZIHEFEYINETH - TOHEIMBEIEBHIC X 5 T10~20% DIEFN RIAES I H O
TH Y 212, [FHRE S ASEIE & 72 %o

AML

YEEELA

PERDIZREAIZ LD CFABGHIL, EIMEAIEBAOBISREICB T AR IIBNTE Y, feta
TR 7 EoY AR E TR EDBBREIS NI L 72D A TUT OIS HEEENPE S N7z
ATRA ORI & o THBBAAMRIEA I B L72t(15517) &, Down JEMBREAND G HHBEIIEALS:
WET O RIAAGED LD B 720, MRITERIC BT 2 MM OBINIZ 2\ DUT OIS AEHE X
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Bk L7z & ) ICENOZHBBIOMNT A SEmI A2 BE SN0 THY. HROAMLIZH T 51b%:
HEEOBLRD S W E R COBMBMIBEOEIEE LTIy FARE SR TWS (xITE
fREI TR R VAY),

(O monosomy 7

@ 5q -

®t(9;22)

®t(16;21)

O ERE AAFESI *

AML O 3t fRiT i & T & ORI O W TEEN A 5 b FEkZ2 #5233 U . Raimondi 5 ¥ 0¥
HCIX 4 EMAEAFEIZInVA6) 23750 = 86%. IEHWHEEIANI538 + 49%. t(8;21) A351.6 £ 7.3% &
WM RIFCTH A, 1192313329 £51% E AR TH o7z O OWMETIXt(15;17) OAAFFI
398 +69% E RKTH LA, ZHUFATRABEAR DL FRBEORETH ) JEEYE VNEoOHEHENME
FIE . R AL O WG ORI RS A F9EHE ] OEEI T 10609 9 SIS L. R ALY
bT7THIERIFTHAZEDS, AEERE? S OGEMMEBEOEINIEZVWEEZONL, 20
i, PEHITIEHE05t6;9) . t(1522) HREDEBD FHARTHLZENMONT WS,

2) B_ERHLEE
ANLLOL #8700 b 2 — WIZ X 2RO BRAO FHRIEIMO TARTH Y, P A
THAFRIIRIONIZE EE 5 TWh, L LB E TR b5 AD 72ER CTIZHLA— 3 iz
IR 7 AR MIRAAERAI57.2 £ 174%. HLA A—MixE MM T 69.1 + 26.9%. HE TR
T 460 = 17.1% OEAED RO N TE D EMHHEBME OB & 75, BEEARERHICBENTY
20% Wi DEMEEIE SN TWS Z &5 212, FiE MM OBEETH 5.

VI. ZBHEEFiY —R

BUE, BIMEMBEEREOY — 2 LTEIHVONRTWSDIE, HLA 3RS 8. HLA 3l
Fih. HLA 1 PUEA—ZmiFE . HLA —3IEEa . BREH. BR MRz & Th b,
HLA—Z A S 13K MBS A SN Twb, Lo L, B AIZBWT, [FRAR Mg
B OFEITHIZ/NEICBCTIEVEZDETH ). ZOHHEHRE % G-l 3 5 IR W & & 2
bbb,

DOHLA —¥FE5E

HLA —3 g #iig DL Sl Rz 3 XCoRREL W L CEn & 74 %,
@ BRSO HLA — B G558
FEAME D S OHE Tid. HLA—3RRB YA OILEE K+ —2 5 OBAIZGVHDZ 1Z Ld & LT
R A PHEDHENE W E SNTW LA, DAEOEFTIZALL, AML%ZMb3, HLA—3
[l IR A & R0 20 W AR DT 52, JEBIEIIHLA — SR Mg BALC LR TOETH D
BRHEEASEICOWTHE LR LERIIIThN TV W0, 4 ORI CHEICEIL 2 RET 5
VEND 5,
HLA —EFEMiG &8
HLA —ZOE MG BRI O W T H DAE TIZ HLA — K F AR & 3 2 WIS S h
TWb, HLA—3 i & HLA— Bk mfx & MM O 5 AR Z KT 5 L. AMLOY)
H BRI TIEENENT5.6%. 75.8%. 55 BRI TI269.2%. 575% L AE AL <. FEEMBP DA
53.1%. 28.1% (p<0.05; 34EAMER) L. FEMBEE B O KFEIS > Tz, ALLIZBWT
(& HLA — 3l i 5 R i, HLA —ZFE Mg R 5 FAEFRIEP R ERTEhEh
73.2%. 63.7%. RN T71.9%. 734%. FEEFHITIZ133%. 323% &, WITNDFEELR
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DTN\ 29,

@ BREWH 5N 3 BRAKH MM

ALLO @SB 2 HR GBS X O H R KM ML o 5 EMEEEfFRIEZ
NZEN57%. 58% TH AN HE EmHIPIZB VT HFNEN45%, 60% & HBH BT 72 i 255
LNTWAY, ZORHEIE. BIFERAoOE ERicBw i, HLA—XFARMH % vidIEim
EEMEMBEAE LR L CHHEM R, #oE LTH L. LA LALLICB A0 i Al
DI T % Phl BPEBIR 11923 BB BTl A58 L i LU TR FIICAE EICER
7RI IZ S S Twi v, Tw 2, HREOBRBIFEELZZEL T, To#n%RE L%
FUE % 67w,

AMLIZB W TR ERH O H RS HBM ORI 71% & . HLA —3REE B O 66% % L
o TWA2%, WEEICBWTTFRRTIHY DD - 720 HetEd H 0 B 2 mi B LA 78
WKLo THREMBHOBRZHO NI T LI L E TN S,

® ZDMOBEMmMEHMIE (MiFH 2 WV ISFEMFERM. HLA 2 55 3 iER—3 CD34 [F4 i)

1
2)

3)

4)

5)

6)

7)

8)

9)

10)

11)

12)

HMf% 3B & OSFEIMAR T AR I BALHIE AR 222G 5 b 2 & . GVHDO A w7
EOR S BHIERN A ER SN TWDEA, —EICEIED Y 4 )V ARIHED G2 R0 5 %
&L BB ETRMOBHEBHIILY — R LK TE 5207 =7 OHERITZ L,

HLA 2 %2\ L 3 PUEA RS 2 5 O CD34 B i A 1, FEIERAYE DA PR E A R4
L, FOWMIBIZOWTIIEE R HIW 2 T 5,

Xk
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H BB BIERERE &N )

I. EUSHIC

myelodysplastic syndrome (MDS) 134 BeMEE IMEMNLD 2 0 — P B T, MERIEIMIC X 5 IEk
WA & AML ~OAEJE 2 FiE & 3 5 5B CIRAFBEE R IER A IS X 2 A B IX B W% 2 ~ 3
ETH Do 1980 AT LU LT 700 B % % 2. 5 MDS 2% % HLA 58 -4 ik 1 & MR He A2 A8 o R ik
A S, BIRT37%DIEFNC B W THBSWFEIN TV S, LA L, MDSEHE O I A i e fif
1365% Ty % < IR OB ER ERZBZTEBY ., 728 2B RRERNICH > T LN E
WEPHRE LD, BHMAEDNZ . FICHETHIMDSES O IR E MBRMEFIIHETE5b0
Tld %o ETHIOMDSO K55 13 H DAL O A TIRIEBOERE 2 FE LSz, sEiiH
FaBAE DB E & LTRSS E N Tw b V25, de novo AML & [A& D btk i&th & A F %2R
T—HEMPHFAET So —H. less advanced MDS OJEBITld, Au IS HELTT 5 MERIA T X % &5 0F
FEZWLHIMEZ &2 2 e BUENLEBE -5 204, XIREOAR TR AL
HFCTX LD FEBMOERD BIFCRADIEBNIES 70% L LD OFWERAEIE STV,

BUED & 2 AR HEIG 2 WIHE IR L 9 2 85 R AR BB O MG 13 2 ve o TEDRHIZ W
G5 EHE R EBIRT 5 000E, HA0BEOTFHEHEE L7729 2T, shared decision making D& 2 H
WCHREWEEZHSOREICEITVTHEBEIT) CEBNEETH S,

0. WREE

BAAT ] RE 2 5O LRIZH O I IR TR wnds, 50 L EDBE TlX, £ Deligibility 131 4
DIEGITA L IRRE, MBaF D Phiiie, BAYEOA M2 E X VREMITHET LI EAET Ly,

. BHEDE

IPSS (risk) kOB HLA B & R HLA & & FE I #%

Low RA/RARS * R CRP

intermediate-I RA/RARS * R CRP

RAEBI* R CRP
intermediate-II RA/RARS/RAEB-I D R
RAEB-II/RAEB-T ** D R
High RAEB/RAEB-T ** D R
proliferative CMML * * * D R
therapy-related MDS D R
AML transformed from primary MDS ** D R

* i1 B 755 B C I Al FE R DARAE M D B WX TR IRGIE - I N A V) A 7 DFERI T, MO LRLE
HRBER) O A

BE et fKFLE A good prognosis & R OIER] TIXBALEIC 2 HEICEE T 5o

*** dysplastic CMML (31> MDS (2#E U, IPSS 12 & 2 @IS HHEIZHED o
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BABHEEERIERE

D
R

(definite) FEMAYICFERE 2 BhO 54
(in routine use for selected patients) Bz ZEE T 2 ON RN LEE

CRP (to be undertaken in approved clinical research protocols) : FE#GEFE L IZE 2T, HKRERE L THE

NR

R ~REGE
(not generally recommended) —#MIZIZEID SN WEE

. IPSS low-risk JEBNIZEREFAHIICRA/RARS TH ) . — "D ADMEKIED 2 ¢ 55T, RAFHY

ERPC X A AEF P RAEIZ 10EDL Lo 720, — #1121 intermediate-1 L LD ) 2 7 O #47 F T
B2 G OONRNLTH D, BHEIS & % 5 DI IMERFEAH N E CTHE O TR ESLE L 4 b
FEB & % \WIZEE 2 EYWE - IO D L < 1d 2 s OAHHE Z B389 2 B OB W EER] D A
Thhbo TOWAHLABAFR FF =2 0NIUETE LR BIIBRH T ENEE L,
JE M BRI IC40 L L CIEIARTH A 72070 b I3 — 23D MO FEERIIH#E &
HBRE3 %,

. IPSS intermediate-1 fE I O A AF YL flilZ 5 SEFRRECTH H. RA/RARS DA, IPSS low-risk fE

LB DO BREIE A B 5. RAEB-I D4 1% good prognosis et fhZu GEWHEI., Y-, 59—,
20q —) = b0 R Lo mERA = £ 5 5 B £ 72 1Zintermediate prognosis¥t R T % H O,
— RO ARDIMERIE A % R HBETH Y, IPSS low-risk & FERICMERIB D OREB L OZFhick
D% BPHEDEMBE KT 50 RAAMNELE THRENZD Wz, KEOBEE L RNERZ O
ETHAIRIMBEE =22 S UL FEFERH 2 #BINT 5,

. IPSS intermediate-2 JEBI D AEAFHYEIZK 24ETH 5 720% { DIEFIDBBAEICTH S, T DY

A 27 BELZ A B RA/RARSHEBZ Geta k% A poor risk T 5 A%, BHUEEABRIFTH 0 RIS
MM Z &0 CTRBHAED 51 b, RAEB/RAEB-TIZMH BALFEHEIC X - TS b 4
AR BALEID DS 5 L E 2 TEX WA, FefafR B %Y good prognosis Z/RT & 9 =—F# D
JEBI TIZAMLIZ#E U7 iE CHIRN B 2 TR 2 MFCEX 256035 5 O, EHEIIBALEL %
ZET 5

. IPSS high-risk fE# X TERE#RYIC RAEB/RAEB-T TH V) . ZDHELFAHIlEIZEFERITH S,

WEALFHE T X B IR I3 G RS 2% good prognosis DIER 2 B X . #idD TA R TIHIEDS
Lonizo, FEMFEE BN EZ GG RBERIOBISSH 5, L LFEROWMATEEOLEI2IE
BHBEE D ARO0, JefafRkF4H DY good prognosis DIEFNIZIEMARE MM OYA. HEIZHE
IEEEET 5,

. AML transformed from de novo MDSJE®! 2 FEMMLi% & BIRHELZ & AR O @IS H 5. t(8;

21) &inv(16) FEFIIEY L Tid de novo AMLIZ#E U7z AL #8E1C & 0 Jels B 7 7 5 % J0IAE
LI A% a0dbDT, MEISHEIEZ ZET %,

6. therapy-related MDS JEBNIFEM MY 2 BARE)IS TH 5o
7. CMML @ proliferative type &, MMOFRZREFEIZZ L, BHO X Wit Tdh 5, Dysplastic

type 13tio> MDS Ef & [Al#f, IPSS risk 12 & 5 @IS 12669 o

8. MKMW AL, 20 H iK% Wk L2 BERBEprotocollc - CHAF S 15
RETHD.
V. FEEAF
1. & AR RS DI L5 PRI T

1)

SREFR DR

B X ORMIML P O FERIE R, BURSFER L, MEREIC X V. FABSHE TIXHD DM R4
BN, HABRETFHREME TS, FIRB N WHO Y TIERAEBAS— T (‘B8 3EEk ;5
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~10%) & -0 CEBEFFER 10 ~20%) (S, CMML O—&825MDS 2 57 L, ZtkEH
L% D A MR ER 30% LA E 25 20% VL EICEE S0 %513 T, RAEBin T (RAEB-T) #°
BHN7zo RAEB-T & AML with multilineage dysplasia & 33HARED AML 2 & & 72 %5, RAEB-ILIZ
RAEB-IICH L THEICAGFEIME L AMLNOBITRIERE WV ERE SN TWEY, FERORAE,
HRFEERR D BRIEINVED B AIA SN 5D pure RA & refractory cytopenia with multilineage dysplasia (RC
+ Dys) MG SN2, BEOHDPROARRFEOREDIFH L FHEARTH 5%, pseudo Pelger
anomaly % f8# & 9% dysplasia DFEE &L FHEPHE T L b TWwb, £ DFRLIZB VT ad-
vanced MDSIZRAEB-1. RAEB-I. RAEB-T%# &M L. less advanced MDSIZRA. RARS. (RAEB-
1) #5ATVA,

CMML X FAB 5412 8\ T MDS (2508 & 11T 72 A myeloproliferative disorders (MPD) O
¥aHLTEH, WHO BHTIXZDO—EBIE MPD IZ45H S, BHEOFHRZET S, WHO 5 HHTIX
CMML %, K4 I E Bk EAY 13,000/ cmm LA _F @ proliferative CMML (MPD-CMML) & 13,000/cmm
:diii @ non-proliferative or dysplastic CMML (MDS-CMML) —O®OH% 7 7NV —F 25507 TwWb, Tl
HoRGIE, 22561 (110 MPD-CMML, 115 MDS-CMML) @ retrospective analysis® 12 X 1L, BF
JBLiE <2 7 LDH IfiEAS MPD-CMMLZ% A H N5 PAEIZZ LW, 54EAEMFSR, AMLNORBITH
MPD-CMML Tix15%. 29%. MDS-CMML TiZZ N Z1124%, 18% & MPD type ® /A% AML ~D 1
B%  FHRARTH S, —77. Onida F 5I13H—Jizx 213610 CMML % L b @ AR 7 4 T IZfEHT
L7245, AMEREIE P H#ICS- 2 58358 < 72 . dysplastic/proliferative® 73 IZ B 2 5 L T W
27 LA 4O0RF (Hb<l2g/dl. HFAMFEROMBL, 1) ¥ SBRilixf $>2500/cmm, & #iH3F 2k
>10%) % M\ 7z prognostic score (2 & ) 4 BEIZ % L. low. intermediate-1. intermediate-2, high
risk DA RAEIZZNZN 24, 15, 8. 57 HTho/L LTWwa,

WHOZGHEDHERDFABSGHE & 0 BRI A DS E WA &) DI SN TE 5, F2hE
TE/BENTHMADL S BSFABHICIEDL b DTH A 720, BIF S TIIEAIMIC FABOHEIC X 5

CREFI RIS HED EFdik 3 5,

D AR T B AL B B WIZTEEIR IS L7236 1316 B (therapy-related) MDS &
FHLE N, primary MDS L WL TP HEARTH 5o HEFEME MDS (ZEME) VO SEBRFETHW SR
LT IVEFIMEAI DO GHEAONEHEN RS L . P4~ 5 FEOFBTHRIET 5. A TIEHREM
BOFIED L\ o 90%IL EOIEGI TREAREIRD S, TLVFIMLAITESF. THOREISL L,
topoisomerase I FHEH] Tl 3¢26. 11923, 21g22 % & ¢ balanced translocation 25% { & 55 9,

Hypoplastic myelodysplasia %> MDS with bone marrow fibrosis i&#% @ MDS & F#IZERIZ W
5, ALFIREANDO U EIZ— IR R TH 5, Hypoplastic MDS & HAARBEEIN E OREIX LIE
LIEMEE 25, BEEIRBA O, SIEROF I ERN N TH 50, HEBAWICHEANREE N L
Wr SN7IEFIC MDS TH LN X9 ZYEOARENROONLE I LD H L, ZNHDREFD ATG/
CSP %5 O el #R A~ o OGS IE AL O FE AR B MIE B & 252057 v 10,

MDSH 5 #47 L 7zovert leukemia (AML transformed from primary MDS, AML with multilineage
dysplasia with prior MDS) (AR T« RE TldZ A%, LiZLiXadvanced MDS % xf 4 & L 7z [
IRIFFEICEE N5 7205 KT 5. AML transformed from MDS 1Z#& #9121 de novo AML X D {b&~
WEBOTFRIARTHY D, XL THS LEDDH SH, it poor prognosis Feti kB % /19
FEBIAZ NI LI2XL 5B DT, de novo AML & [ARDFPHRIMFICEIDELIND EERZ LN TV,

2) ZBHEE

Primary MDSEE OFj40% 0GRk BE 2R L. TP TFRICKECEG T L ME ST
%12, advanced MDSIZ B W TIMLEAEIC & 2 FRISTEEZIH L 0 MRERE I O J b3k E
WIZHEETH S, MDACC (MD Anderson Cancer Center) D132k % &, inv(16). t(8;21),
WEFH%IE L favorable, — 5/ — 7 % & & #ME%IE 1 unfavorable TH 0 . LSRG ICHEZ 5 2 Tt
Wi o 72,
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Less advanced MDSIZBWTH EY A 7 OGAARTRE % RO BEORLEIERE IS 5 ROSEIEA
RTHY, BHAMFE~NOBIT R ERUOEENRASNR T FRIEARTH 5,

SHEYBMARER O KIBD A% AT 5 5q- syndrome (385 B IFEERDT5% AKiii D56 F % BIF 7 MDS T
HDWH, ZoOMOYAREE %) A IT2EI AMLANBITT52 L0 H 5,

3) International Prognostic Scoring System for MDS (IPSS)

International MDS Risk Analysis Workshop & Z1LF TIZE SN2 ) A7 5 H Y AT 4D
SEB] (primary MDS 816 %1) b HD, TNMOH6DF— 5 IPSSEHELLY, ThidEHTo
FERILFE (5 % AW ;00 5~10% ; 05, 11~20% ; 1.5, 21 ~30% ; 2.0). Ffufk (EHEE. Y-.
50—+ 20q— ;0. 7HEGMMAEE, O EORE 1.0, ZhUANORFE ;05). MmEkEA (fiEkEd
MRV — RO MEKIED ;0. =R OMEIEA ;05) Z2BOLATTEICEY), WOD) A7 &
WZHFLTHY, Low(0). Intermediate-1(0.5. 1.0). Intermediate-2(1.5. 2.0). High(=25) #T®»
A I SER CENENST, 35, 1.2, 044E, 60i%LL T OHEF TIEENEN118, 52, 1.8,
0.34ET, FHREDBWHEZED2, advanced MDS %X} 5 & L 7258 I LAHRPC X B BRI HIC
IPSSSEH D ED B F72E-& D & LTy, IPSSICAERER IS TN EAMETH 55
WhdH 5 W,

4) F
advanced MDS % x5 & U 7238 AL & B OB ORI 5 5 40 ~50/& S F O 5l L 2 5
NTWBH 1 2 IDR, HD-araC# &t L YV AV TIREMIE T 2 &7 RRT OBIMAA SN 5,

5) ENfth
PS (=2) Lz okt oMM (=204 H) ¥ poor prognosis & OB MEAVRE
T3 12,

2. S RIC L5 PiRIN T

TOQERELZM L 72N EBHZOFIRE L Odisease free survival (DFS) IZB#$ 5, B
BIOEEOEFENHE CGFERD %) LHMERFHNRE TH S, BHMUNOHEIZ L 2 FPRETFL
overlap¥ %72, BH@EILZE 2 5 & ZICHEE 505 FEROBEMR ML B2 585 O MR H
ODNBLEICBI LB TFEREPUEINL LD EZOND,

1) EBEhIFEkbE

MizE . JEMfEE BB 2 b3, RAEB/RAEB-TIZRA/RARS & [b#g L TRAEZFIEED A
& DFS 0 n3% { DI L YR EN TV 5 1718,

PR AT B 3EER DS WIEBNIBRIB R Y 2 7 055 L, BEIIARTH V. BHIFNI LR
Z 1T L CCRICFLEBRBH L ZIERMDOFRIZZ ) THRWIHE L LTRIFTH S, L LRHoMkA
TERERNT ERRRN AL PHE A AT SN TE Y ALFBE R R I CEE T 2 RERIE good prognosis 44
BARRE ZRTIEDNL NI L4 L, retrospective 2 lLERIZNEETH 519, BHIRTO/LFEEICE L
Tid, ZNUC X D IBERBEE R EGE S IO WD S 2 7200, BIEARIMEL N L E 2 5N LRI
MifT 3 5568 ET 5.

2) ZFaifRE

Bhig 7% L OMBICE L CIEARRLSEHOMERH ). MR E o Tuhd ol i
V. oD 7N —T7 05 HNEEF B O poor prognosis group (7 HHMARTE, =D EOR
HE D OBMAER) 13 good prognosis group (E##ZIE. Y—. 5q—. 20g—) B & LFintermediate
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prognosis group (ZNLADEE) &L CTBALE DFS 28583 5 2 & 25 & 712 & /2 220,

—7Ji. RA/RARSO BH DY, G R IIBAMGZ PRICITEEL 523, 72 & 2 Mg EmEm R
ERTFEARLRZE D & S RA/RARSEFH O FFIIMRO TAH 7% . HLA B A MEE B RO KA
FE3R1E 74% (2T B 220,

3) IPSS

IPSS & BHitE T # & ORI DWW T FHCRC 5 241 BlIIZ oW T OHEH D 5 2V, Intermediate-1
(n=94), intermediate-2 (n=68). high (n=77) ® non-relapse mortality (NRM) ZZNnZFh, 42,
51, 37% EEDN Lo 7205 FIERIZ 2. 17, 38%. 5 EDFSIE56. 32, 24% L HEEDNH 72, low
IPSSEEICIE L72DIZ 2 BID A D72 datald %o Vancouver group D201z X % & IPSSHIEFS &
low 51%. intermediate 40%. high 6% T. FERERIIZFNEFN19%. 12%. 82% TdH o> 770

4) BWiHSBHEE TOHARM

MDS®NRM ZCML & ) H7% ) 55 < ERME R DAMIBILAE 1 X A lesbaE, HLA FAGERS.
B4 O colonization/infection, i\ TNFIHFWEENEM SN T W5, o TR E TOMMMPEL %25
LB EHENE (TRM) 258 < 251 REMESH 0. F-REEEH R BRI 2D H - T,
ORI (B % [ T3 1718,

FHCRC OffFTIC &L 5 & RABEIIBWTIIBME TOWMAE T E TRM, DFS & 12t S
N5 A%, advanced MDS IZBWTIEZEDED 5Nz 22,

5 & &

DR & Ak, BRI AER & SHICEfL L. TRMB X OHEOMINAFE 22 ENTH S, %
L D% A 55 % = M ORI L £ 2 T b A, FHCRC X 55~ 66 % MDS % 50 ) (13 RA.
19 RAEB. 16 RAEB-T/AML. 2 CMML) O®OWffE% i LT\ 523, DFSA%42% CTHER LMD
FHRHETEZAE LTV,

HAIZ BT 5 HLA 84 [ FE AR O 48 5 51 Bk CTld 50 M Ak Tl 3 SRR 50% L E & E=hA SN
DS, 50 ~59 % 30% EARTH 5 2V, FEMiEHEEEM (JMDP) OWa. 34EALFHA 30 F Al
43~53%. 30 ¥ L E30~38% THY) ., BFIARTH B2,

6) Therapy-related MDS

b ol dimiLD EBMT % 6 O#HiETlE, DFS. 3% L 12 primary MDS & FEAED 2 WwE LT
WA 205 13 D% DS Tl therapy-related MDS O FHRIZARTH 0 27, JEEIIET OHENAS
‘s hTwns 2,

V. BRRRUE

1. & iR TR LA DIk K 50k
1) RENAEE

less advanced MDS (RA. RARS) & %\ iZ IPSS low/intermediate-1 risk ®% < OJEFNIZ, MG
PERMAHL I TRBBIE SN LD B D5 WIHMLHREUNORIEGRERDE (AR LR VE AL &
MAAEF (=) AR >, GCSF). SREMHFHFREIC L VHHEI N TS, RAFNEHREIR., R’
BOBEEZL725TDDOTIERVH DD less advanced MDS O —EDFERFNIZ B\ CTHRIMEDTERE X
N REFES TR LG E LD 5720, BiEL 2 ZETABEETH 5,

MFAHEICE LT, SBERED 2 > b a— 293 less advanced MDS B E Tl A4 4510 ) 2 B2 RE
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5, RODEELGRETH L, 1) AR F ¥ (Epo) HMHEEEILIMLTE Epo A% 100 ~ 200mU/ml 2k
T ORERTIXIBRDO A HED B E 39, Epo & G-CSF O fif F #1213 meta-analysis®P 12 & U 1fiLi#% Epo
AL (500mU/ml &) ML ZEAME  (H 2 B4R JEF. RARSEERICB W TE WA
b

CYA., ATG., »5\WVIIMHIZ X 5 0t EidmmEoE ., HHED less advanced MDS IZ%)
EVRBVEEZONE, FRITE, FOARE, PNHEREKOBM, HLA-DR15% & & (el
BOMEDOBHBIZD XWEIHED STV 5,

2) SEEEE

advanced MDS JE B T ERDSBE M OB &40 O 2> DL LD T SN B T L h% v, afbs
PRI E BFEER % O, NMEKIRAD O L ICE S EMRE L 72 5T EEILD T, AFEHMo
ERIZLT LEFETDNT WAV, L L—EHOMEMIZ BV TIZQOLO RUIMUEA A S, ARHRE
BRMTAHIEDPMEENLBZRTPHLP,ICH D OO0H 570, #@iorRETNIERTFHEZK
#FELIOALEZOLNS,

R FE M 7% cytosine arabinoside A E#EE Tld 20% Fi R DO EfE%E (CR + PR : #30%) . {HHFEHIE 7
~19% L FEEN TV LA BRI A ILfE 8 » H & BB O RIZHE DV TiZw i v, ZH
#EE & @ randomized study THAEFHMICAEZIZE TV AW, ZLEERITICL 2 FHRRBIFHT
. I RE (15 DR . BRI E GEIER TIE 2 v) . BIREEFER (FRFE) . G R B A0 v
PH—OBRETH L3, S DRERD low-dose araCIRED L WEIL & E 2 bbb,

Advanced MDS S % X512 L 72 low-dose melphalan #2013 22803 35 ~ 40%., Z)HEHA S
NIEBI O AAF IR YLfE1X 27 A TH - 7235, IPSS = 2.0 D Eifkin & RAEBRER & x4 & L 72 Ei R
7% (melphalan 2mg/day #&0. 4 @EU L) 1ZBWT, BHMREENIEE IMEERTHS Z L.
BRI OGO KR E DR W LB TFHREBIFNTTH - 7239,

HAR TIE4 S A% low-dose ACRIZ X V) 33% DRFEE 137, DT low-dose AraC & @ random-
ized study & §ifT L. Z&p3F, EFhIEIZEn e AraC#E32%. 247 H. ACR# 44%. 127 AT
Ho72%8, BIEHATRDLZ L MITEN TS CAG regimen 12 & % Htiak L FAFZE O &I, sec-
ondary AML & RAEB in THES (n=18) ZxfHR & L T44% DREEEREI G SN TWSHA, DFS &
AAEHR L 8 » A& 177 By 5 AL 15% mitk T % 39,

3) BEEFEE

advanced MDSIZX 3 % iliH BILFHE DL < OFEIX. de novo AMLIZHER L CoE g3k
< (40 ~60%) . FEIMIMIEOBIEIC X D ALEAEPIEAL <. ERFRRIIE %< (10~157 ) fHH
PIFENE SN TEZO, LALBETERALY) A7 Ok RE 263 284, de novo AML &
secondary AML TIZZH SR 2 /RT 2 &, MDS Tix% { DEERIAS poor prognosis karyotype %
IRTZEBHSLNIIH > TWBEW, fit - THTldd % Hifavorable karyotype (t(8521), inv(16)) @
Btr, THNHAEIZMDS £ W) REDE D PRI TH 555, BEUEMIWEETE 5, MDS EHIZhH
T HLFREORM 7 + u—7 v 7RI EREZ LWds, 996112 B\ T804 H L1605 L 119%.
60 % A 28% & D 4Y &, MD Anderson Hp @ 1985 ~ 1966 4F  (n=470) OGP hidb 5. h#E
W& E, 53% I CROFHNZ225, 23% DS EMHEAFEEHITIE T, 20% 25HEHEYIE T, 3 4EH CR
2Rl TV AHIE 55% 129 X\,

HADF & T o728 & LTid 49 #1o advanced MDS % % x5 12 JALSG @ de novo AML (2%}
T HALFEHEE I HE U725 (IDR 12mg/m? X 3 + araC 100mg/m? X 7) % §ifT L 60% DREFIIZ 58
EERNZ O, TOEMIFRMMPRMEE S » HTH o724, Fifi (>60). PS (=2). HHIEE
ROFMEIZ L D5 -2 60~80%MET 5 2 LICK D BEEMELE TIPS I &% <. regimenrelated
toxicity (RRT) ZMISTE7-LWMEL T 5,

DAL & O randomized study IZFETE L W2, M OILEIENEETH 5, I bk
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advanced MDSIZH L CT—ED%E % 5-2 525, HAETHMDSIHFIZBIT B E DT IZHETIZ RV,

4) CMMLIZXd 21b2EE%

1 FHDOMDS & Tt AL #E Y, low-dose araC P DO RGEIZAR T, HMEREIEZ 5, WE-
lig&#wi218 % 4 9 5 MPD-CMML & hydroxy-urea (HU) < 6MP. #£[1VP16I(Z X % HIEkK D3 > b
O —VEROIHERLEICTZRONTE Y, AFHBOERIZIEO 2255 %ve MPD-CMMLE 4 & L
72 HU & VP16 & @ prospective randomized study (2B W T HU O FBERE  (60% vs 36%). H1F
HARhgfE (207 Hvs 97 H) EABIZENR TV, JetafKB % monosomy 7 % complex abnor-
malities 2SFET HHER. BMORIEF DO FHRIIARTH 5,

2. [alRi S iR R R S & 5 8
1) BCKROBE

EBMT ® 13786 O #2913, 8854 AHLA W& [l M FE Al 1986 A3 JF ifiiz 4 RIAEAR, 91612 HLA
A IMFEE. 12600BEXBHTH S, 3HEDFSIZFFNZFN36%,. 25%. 28%. 33%. TRM i3 43%.
58%. 66%. 25%. PEFEFIL36%. 41%. 18%. 55%. HLA @& [FILE OB I ERI G VIZER
&F (20 FLLF 45%. 20 ~ 40 7 37%. 40i%&2L 1 31%) TH b,

FHCRC* 5 #2135 E M %250 (142 HL A-identical, 70JEI#%# . 33 HLAA# A family donor)
T. 4E#nH) Tid DFS. non-relapse mortality 252 11241, 21 F £ 60.3%. 23.0%. 21 ~ 39 ¥ 40.6%-
46.3%. 40~ 55F 23.8%. 53.5% &4E#EE & H I TRM OBMNAE > THEFEROE T A3A b, HEDS
RA/RARSTIZDFS 52.7%. BHHEE49%TH5DIZx L. RAEB/RAEB-T/AML Tl #NZF127.6%.
27.6% & W S DN A SNz, MEESMYIZgood prognosisfifd4.7%. intermediatef£39.5%. poor
prognosis # 27.6% T. therapy-related MDS (% 20.2%. primary MDS 41.2% T& - 72, JElMfxE M
il & A R OBGE L. BT T TRM DS 2 b FIERIMLC DESIZEDNA LN h o 72,

FE M E FRBAIC R 5 72351 EBMTG 20 5 05 1® 25 % T, RN FE GER L1 24 7%)
D 11861 (1986~1996) T. RA/RARS 50%1, RAEB 26, RAEB-T 34, secondary AML 22, CMML
1261, F%. TRM. DFSIZZn -2, 35, 58, 28%T. THIKLERZ: D7z i, A EAR2FA51861
&FEND. NMDP 25 D47 1% abstract DA TH %A%, 320610 DFS 1£30% T3 %o MDS I3
AIEMBEEHBRHICBWTRD BOEEI PR TE 5 DI RA OBZ THiEHE LTBU + CY regi-
men #%l}, TANVT 7 Y OMAEEHD 600 ~ 900mg/ml (-7 N7236 T, 3EELFERIL61% 1253E
THEMBEEINTNS Y,

FHCRC%* 5 ®therapy-related MDS/leukemia (n=111) DN X 5 &, 5 EALERIZRA (n=17,
42%). RAEB (n=23. 17%). RAEB-T (n=15. 18%). secondary leukemia (n=56. 9%) T. 3
1395 AY RA/RAEB Td % D Heft R B A% low-risk D35E1K { . non-relapse mortality (X HI{EHE D
BHARKEWE LTW5S, Therapy-related MDSIZB W CIEMMDERBEIC L 2 FHBEIBOTARTH S
Z e EMMEBAZ BINT 52 LI3RYTH 525 less advanced MDS OIFIMIZHIITT 5 Z LA
2Ins,

2) BEROHEE

Je A\ HLA 58 & [ 1 [R) A R Al o0 Jog B 310 5 47 AR A7 =813 H AR 38 AT T AL 2 D registry datall & 5
&, RA (n=71) 71.6%. RAEB (n=58) 41.0%. RAEB-T (n=58) 455% T& %, JEIMLiZE M5 5%
FEClx, 3EAELFERA (n=57) 61%. RAEB (n=46) 36%. RAEB-T (n=72) 32% & shTw»
%50, JElMfzE MBI ITHLA-DNABEAEIC X ) K& 28 % 215 529, HLA-DNA#E A (n=109)
JEB 53% 126F L. HLA-A A#E A (n=22) 31%. HLA-DRA#EA (n=22) 44% & 12 class IANE A B
DEAIIAERTH 5o MOEHD:E DHBGABROK R TIE 2 W2 ERN 2 BGEO IRIZNEETH 5
2%, less advanced MDS IZBWTIZBHEEAH L TH ). advanced MDSIZBWTIXER 2D 5
MOFR R FEIZZL WD, WTIIBWTH B E #BIRT 22 L I3ZYUTH S, FEiMfEH
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BRI L T3R5 ~ 10% KT 5572, HLA-DNA #& 5 R BFIER, B MboiEEOT
BRT 2 EEISHRE L iud s 5 kv,

3) CMMLOISHERLE

CMMLIZH§ 2 MG B OERIZ T L T o72bDE LTI T A 50HEVRH 5, 21610
CMML (12 proliferative. 9 non-proliferative) (ZB8WT 3 EAELEE 39%, 3 FEFHEHK 25% THREF
WEEMPAT T THHI L2 ZBTHLITEITORRTH 5. BHLE TOMMIE L, Fhid3EskL
RPCIEF O FHEPRIF T, ek BE O BIZERERTH - 720 HARTORGEIZ. HLABEA
MR (n=24) @ 5FALFHI 46.3% T, JEMixE BB 1 3 E4AEHFHE51% (n=16) TH
%o WHOZHEIZIED S BHEDOIRED 2\ b OO, AL X 2 B Pl A w207 HT
HY. BEELDLEBEDMIAFRE L BT D&M Z 7752 L 3RY5EINTH
5

3. HZBH

HEBH OB 1Z, EBMT O & 9 % K& & registry THREBIEAA 7 (. SN L E L, AFY
BNIR3 2 A TS O W TRl A I 2 L1dTE RS2, B, #EATHIMDSZX4ICIDR, araC. VP16
(ICE) T & % g Ak % e T L. ERELEF T3 E o#E: (IDR + HD-araC) #. HLA @&
FaA S NAVUEFEMRIEZ, b 7% X2 M H OMEDHEDE:Z 7 55 HE AR MEH )
2 randomize $ % 7Y 1 >~ T prospective study®® 2347 T 5,

4. FHFEREN RIRLE AR (I =)
I B ETREEDGY S RRT 4 W2 &0 5 EiliE D% W MDS~O#EIG A S 55795, H
HEDEZATAFIAL VIRTIENTELITIEDTFT— 7 DEREIZ RV,
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large cell type # L& T 5 HEEREIER T F ) Y oNE (aggressive NHL) @ I #]. non-bulky
0 HERITlE 4 FEAEGFFRIZ7%IEL.,. bulky TH. I, NVH#OWbWw 5 #EITHIERT3H CHOP H#
% EOBRERLFHE TORYF 0%, EaEEM (CR) 544%. 3 FEALFR54% OB F H T
Wb, L2 L. AT F VHTOMBALAEFREIEIED 1 EDNOERE O IR, H 5\ idaggres-
sive NHL TO#:EH5H]. advanced stage @ indolent lymphoma D #iEH3EH). % L T mantle cell
lymphoma. #EFTHONK/THINEYE) > 28, ATLLZ: SEEHEREBRED R L T Wik
NHL 7% &, R OM L2 HIF T 720 O L WIHREIEARKD 5 N Tw 2R EREIRZESL SRS
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HERER TOBMOKGET — 7 137 WAS, Bk Tl KRB 7 prospective randomized study 25 i -
Wik 3, BEDevidence lZ X ) HRE - BICHSFEL L TWDEHDHLEL, KFA FITA4 132 H
L 72 BERFZEIC & B evidence D LX)V X ) EISDFE. DEAWE 5T 721,
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CD20 PR DERIR A D BT 2LEBHH 9o

0. WNREE

H RO IoAE# FRRIZ 655, @ ORI OWTIISsME T A2 EZMA Ty 2%
TV B D EENEAPEEE. performance status. EEDIRE R EOMO S 2ETHE L7z Lo Z
ETHDHI LTI T TH RV,

. BHEDE

ey % /risk Rt
HZ#5E HLAESRE JFEMmiE
A fa PIFEHEAT NR NR NR
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high risk group (International Prognostic Index (IPI) 12X %)
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NR (not generally recommended) —#%MYICIZEID SN niGs
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1. - SR IER Y ) Nl

IPI FERF5E . £ AL Lot bk cinBE I N - BEEEIERT X ) Vo3 E
(aggressiveIER T F ) UNE) 2R G L L7oKREIORBBILFEMZEIC X D, S22 mMHT CHil &
N7-EHERFHARKNTIZF#R 61 LA E, PS (Performance Status) 2-4. LDH &l (IEH# il %
255D), WAMEZEE 2 AL E, BT~V o 5 DORF & 1 International Prognostic Fac-
tor (IPI) & L T19934E 12 FE I N722, TPLIZ 60 LL T TIPS (Performance Status) 2-4, LDH
FEEFEZBZA230), BHLI~NVO 3 DORFBPTFHEARABRKNF L 2D, Age-adjusted Index
BHOHLN TS, AT H D5 DODIPIH L £ IZAge-adjusted IndexD 2 & 1) FEF] % low risk
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LT % &, BRI EFIE TIEENEN8T%, 67%. 55%. 44%. 60i%LL T TiE92%. 78%.
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Cotswolds 238 : HWUHAPEE L FHTFHNTTH 52, Z0IE0c. ERHERER. BAER, i
B, RE G EVPEEL PRI SNTETWLA, HEITIAR Y F Vg Tldaggressive JER ¥
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THRD LN TV,

L2l 1) M7 NVTI M4 g/dIDLTF, 2) NEZUE VE105 g/dILT. 3) B 4)
5D 5) BRI VI, 6) AIMEREIEZ 15000/l b)) 7) U YNERBEAE (600/ul
VIR, BIMERELD 8 WL F. F/2EZOWH) D 7 OB FHRATL 2D, WEHIC X 1) EA#ETHE (the
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TS5 LA Ei42% & 72 B C LR S, SRIETOTHRETHER L T XY WS IEHR TS
BIRENLLDEEDLNEY, FYFVIKIRIERIF ) UL L TEDBBENEL. FHRRE
I RIEBNCIEIAIE. R R EOHEBITHED Bl Z S ST 2 2 &2k LN TE Y, 1B
LIBRTFMIZOERTLEDDOTEETDH S,
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w37 30) %
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LA L. 104EAAFEDNS50% L ETH LT L6, BFH (FH) SEFNIR 3 2 & el f2 5 o #
Joid 7 ve —7, Bulky T M. VI AT HIE G Cl3b2e8k TS O M/ R 2 5
OO, ALHEBEFEFOREEIIZFGET, S5, HFHTLIEHZ L VMDA L0 L THASR
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CIHIAAH & OBEHIC £ D minimal residual disease (MRD) »NHK T ZEF RO ONL Z L
Moy 5 CD20 ik % & o 7L B O R 2 Wi 72 E TR OMEIL % Jtd 5 LEXH 5 I o

B & MR S48 D iR

CORBEICIVEMRPMOERE IO SN L ODEFHFIX plateau 127 53, 1997 £ D
Bierman 5 ® 1006 O f#NT T 4 EE2HEAFFIL65% TH - 7228 4 D failure free survival 1% 44% T
HAAHBE S AHJE T 230 Tplateaull 72 53, [k & IEFreedman 512 X > TH |G SN, $4b
LRSI - BRRESE b THEZIZED SNE AR v 23 T 5 purging & L 72 Wils o
HEBM RGBS TELHEBEEL LT L TR W EAURE /2910,

FRIRTTZE DB RS Tldd 5 25, W) ¥ SBIHRE SRR C & 8L & L CId R &I
FAPEH Tl Dana Farber Cancer Institute (2331F % Pt B filadufk & #fifk % i\ 72 ex vivo purg-
inglLP % L 7- ARG IR Z 0FH U 72 KEAL AU R 2% 5 o 1991412 Gribben & A3 L 72
S TR O (PCR i CHMURGEE G D) #EI2HE L T ex vivo purging L LHEE (PCR
B CRtERE) OATEROEATEDFRD b 72H Y, 19994E 12 Freedman 5 12 X V) #i4 & L7z up-date
DOHE Tld ex vivo purging WWHE @ 8 AR IL83% TiI T plateaullZe > THB Y, HRIEIMEH
JaBHER oY Y oNERIILZ 78— 2 ¥ 712 & ) PCRJT L OV CREPEAL 31U H 3R 3% sl i A2 A b
O K EACA B BE TR EPHTE L 2 L 2R LT WA, FI5HEFT I D50/ LU T O F4EAE
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BIZx} L C Horning 5 & in vitro/$— 3 ¥ 7 % L 72 ARG fEFRAE C 6.5 4F 0 18 B 1 [ Yl € 10
EHEAEERAI86% & historical control L KL TELOTRIF BB ZHRELTWEY, LirL, 2
DWFFEIZRIA TR R S rituximab2SB A T X 201D b O T, rituximab & CHOPHZE OB X
HEME O follow up data DR TE % T TRWEEITIHOFEAFRIEGN IHFFEEREE LTo
=2 7 (invivo b L < idin vitro) & HAZKGEMEMREBMORAIL, BN TITHERTE
B\,

=N ETFHREEMZ, RN TPEIAR BELT) L %b7:0, =T V728 5H
Ris MR Al & MRS ZE iR L L TR YUY TH %,

3) X AZEIBCD20#iIF (rituximab,Y 4> ) DRI

KENZBWTHZE SN F X FRHLCD20 YA (Rituximab @ V) Y ¥4 >) OFFEF 721X BHEH
PO FIAELEE ) N EEZ R E LR OR A, Bl 4 0¥ 51281 2 PUlEE R A3 15141
HZERIEIAS 76 B (CR 9 Bl + PR67 Bl) & R RAFHIE 5N, time to progression D FHILfH 1L
1257 ATH o7z EWAERSE LTIE, ZLAEDRELR DD (grade 2LLF) T, M d 2485
FIDAANICIE R Uz F 720 FRIMEaE L 10 H 0P G-I, 2 ~ 4 [ H OGRS L7z,
KA AL D BE A S AS 5 T3 /ul DL b7 & DS 255 WIEB T LI WP 5K 12 TNF a%° IL-6 DX
HIZPE S Egess s, BOMEN, MEMT, PR EE 2 & Dcytokine-release syndrome?Sitg X 5 Z &
BHESNTBY ., EEILETH LY,

HARIZBIT 54 DHRBEOMETD . indolent V) Y /3E GENMEZR &) 346 21 FIAE%) (CR
4 1, PRI7HI) TZEFIZ60.0% & HRTH ), AFFRL KETORBREKIZEH L DD TH-
720

RIGHHEH) % X512 L C Rituximab H#] 0 4 [0 KA 5- O BKR S T AHHREBRACKE & 7 5 » A THE
S, ZNEN64%. 69% L EVEREIHE SN TWV5 1,

PICD20VURIZ Z DVERRE DI AA L T 572 BZp 5720012, PIAAHK] & OB THUEE )5
NEIHLIENMEEINL, 22T, ERIF ) UNEITH T B ARG Tdh 5 CHOPH#R L
6 ¥4 7 )V & rituximab 375mg/m26 ¥ 5- & OHEH A, REMEIER T F 20 Vo3 E QB
Ji ) N % &) 3861 & WG ICER X 7218, ZFoE, 22%5%100% (intention to treat analysis
TIZ97%) T, BEMIKI 294 A (Fpyefii) T38BIH 28 BIASEM ZMEFE L TV AR EEbOTENR
T-VUEERIRAGED b, F 2, PRAIC L ) SRR OF EHR DR AL 2 0o 720 FFETR
XX OPFHEEDNC X ) PCREEIC X A RAEESMAZ (mininal residual disease: MRD) D%
L72EBIASH 1) . GERDALEIFE TIRBRDI LA W OREIIZB W CTHEBEO RS TTE 2
ZEThHb,

IR - 98 NE ) > NESEBIC B W T Rituximab % 5-# O BRI H S LT L B3 40%
(CR11%. PR30%) L HixiMED’H D, EHLAFEFROMBT LI LIIMTH S LGS Tn317,

2. v MUY v NiE (MCL)

MCL1Z19924EBanks 5 12 & 1) distinct entity & L Cpropose S 1LCD5. 19, 20. 22. 24F1E. CD10.
CD23 Btk T. BCL-1 @ fa O ZE L 5 t(11;14) (q13;q32) HRAEDSEF RO 1, cyclin D1
DOBFFBELE->TWB Y VSETH B 19,

1) 1EEEEDRIE
TR A Y Y 7 =12 X B 2EEFFOWETH 128 Bl MCL O FHIEHT TId 5 4FEFELIH
30%. 10 4EAFERDH 10% T - 7219, 1997 4£12 The International Lymphoma Study Group
Classification 23563 & 11, non-Hodgkin’s lymphoma ®H T3 5 EELFHRAH30% KD b FHEAR
RO A5 EHE LTalIn/20, $4bb, CHOPHRER & Ol H Db Clditid
52 ERFREMFTE RV,
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2)

3)

4)

B & MRS HE D iR

AP D PR B RERE 2 EIVHER A 75% U EZ O, FPEABKETH L7290, W5
bulky T HILLFOHATEIRES D U IZERIEBNIZ/S— T ¥ 712 X 5 HFE A [ L5 A4l 25
ZEIZRA BN T E TW5B, Dana Farber Cancer Institute @ group 234G O MCL SEFNII R L
CHOP #1: THEMEE A % 1T - 72121250 BAIEPUA T ex vivo purging WLHL % L 7- AR BH = Bl
L. REREBFKETH > 7201268 L2V, Khouri 5 13 Hyper-CVAD reimen (IEf#I2IZHCVAD &
K methotrexate 3 & OV Ara-C [MTX-ara-C] ® 4 %4 7 VOAEHEE) {HHEEZICCPA/TBIIC X
B RKEALF A 2 AR oMl a2 0t U TER$ 21685 T. 8 fldpurgedBhii 2
& 30 BIOBHNBIT 4 IEDOEAEGFHFH 8%, event-free survival 2873% (DFCI i Tld 4 4ED
eI AE AR AS31% & promising Ze i 2 Hils LT\ 522, T hid, CHOPHEEEIZHE L CiREMRIE
AEWVHCVAD & KED MTX-Ara-C BEEANEARDL E L CRIFAMIREZ I L 7272012 X 215
A3 <. 411 mantle cell lymphoma (2% 3 % {6 RS & L CTIHHERE 2 50 72 Hyper CVAD
HEEO X ) B ARRD: (FENEHE) & %R o rituximab O A HEIZ L D in vivo purging B %
FOLB L, BEAMIMEMBEMEH O KR (O FE0E 2 HIg 3 RE L L ORGE
THZLDBEUTH S,

RIEE MM fEHE DR IE

[FfEFEAH L graft versus lymphoma (GVL) FpR2SIFF S 157290 MCLIZx L TR xZ 725
TR D B A IS O —D TdH % 25, MCLOFIEERH A3 TDH 1) % < ORI HEHE
O A BER I B IS A 2 o Khouri & 13 16 61 MCLE B K3 % [RIFERHE O il 2 Hiis L Cw»
%23, 116055 TBI/CPA (cyclophosphamide). 3 %I2SBEAM #i:, 2 #2% fludarabin, ¥ 275
F > (CDDP). ¥u#%4 F (Ara-C) 12X % non-myeloablative #i%: % 52T, bel-1 b L L 135
ra 7y YEEFORBMERIC X ) B L 72mAERAAES (MRD) OB TIEEHME 8 Tdh - 72F 1k
Bl 7 Bl EBIAFALE 7 » HE TICMRD AMH R L7z i S, MCLIZE# % b 72 & 3 IR H RN
LT, BEFEWML &% ZRE L2 FIH o RS a2 lBRmIE L L CERT L EIER
YThbo

F AZBHCD20E / 70— FILIRiED AR

TAENZ BT 2 HAT ORI S I AHER TR AEFEHI 0 MCL13HIZ 6 L T rituximab 23 5- & 1LER
G 6 Bl TR 46% TdH - 720 Coiffier 1X. 1% ) MCL OFFEAERFIZxF L T rituximab HiF) T
DZENH 33% % 1998 4EICHE LTV 5 20, 2ok, WM CTHEMGE S W7z iR 8 T AR CTRIGH D
MCL34 1 &\ AbF bR X 2EBEDOH 5 (FEEFI0) MCL40 B2k L T rituximab ASHH] T
Bh-ah, BYFIIHEM8 E37% TH o7z, BIREWZ L2, PIRFITH, BRHEMITHEaH
RBIDSK & 5BIRD SN2, T LRIV TRD, bR ER & BIEHBRIEO R L 5
rituximab 2 LA CIITEOMCLICAR TH AH Z L 2R L TWwh, LA L. rituximab®# Tl
median duration of response (& 1.24E & 45 <, B Z HIE 34121, rituximab % W 2 (IO WG,
g & GRNH AT DLE L VD HETH S, 1999 4F O KE M43 Tl Howared 512 & ) #IFEHI O
MCL44FEFIZ xS 5 rituximab & CHOPHRIE D% 6 2 — 2 O fF ML O#E R 25 E S 17225, CRu
P EHELEEEMEIL44% & F <. molecular remission d FEFL X N7z A3 EHEST A7 I (progression-
free survival) 251647 A &5 <. MCLIZH T 26 % HIE 30k & 132 D32 w2 L 2R
L72o L22L. BUVWREEME L molecular remission rate (48%) (. H ik MigHIH AL GE
DR EACF SR & FE i 5 72D O WS AR & . BN MEAERIUIEE L CDin vivo
puriging NOILHZRIET 55D TH 5,

4413 rituximab Z HRK B & O E MBI W2 L CRBICHH T 5 22 WREEd 5 il
kB2 EHid 5 2 LR MUTH B,
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3.
1)

2)

3)

4)

Aggressive Bl /il

B2 (FR/ZHA) #1561

1996 4E12 SWOG & U #tis & L7z stage T & non-bulky stage I (W3 d HivybwEil, Ex &) 12
X9 % 3 3 —Z CHOP D% involved field D#4) (RT) 2§ 2L 8 2—2® CHOP & DK
AR Tl 4 EAAFEET 3 3 — A CHOP + RT B 2387% & 8 2 — AD CHOPHE D 75% & ) AEITHEN
THB Y. ¥l International Prognostic Index (2 & % low-risk #£ Tix 88% % 78% (p=0.01) ELEN
TW220, PLEX by, B (R #5861 0 aggressive NHLIZ X 5 FEH#E ) iA#1Z CHOP 3 a2 —
Z 12 involved field DS % 3 % Z & A state of the art TH Do L72D5-> T, T OFEICHE M
HaR R I & 72 6 7\,

#Flow riskEf

% 72, International Prognostic Index (2 & 2 J&HMLT? low risk #f1x. CHOP ¥k 7% & OFEHAEN
b5 K 5 EFiE TOREEMEFIE87%. 5 EAEMFZHIL73%. 60iLL T Dage adjusted index
T low risk BTl 5 FAELFEIL 83%. 607% % B 2. 5 age adjusted index T? low risk T 5 4F
HAEFRIZ56% TH - 722, I X 0 #)38low riskBE Daggressive NHLIZ 9 5 B H#E A 541X CHOP
1L 8 I — A A state of the art TH b0 it > T OFRIEMEHMIBERIZEIS & 2 5 v,

HEITHRRBI % /- (3. #1Fhigh-risk® (FETRRE)

1993 F 2 E 72 SWOG/ECOG D [ FEIC & 5 CHOP ##ik & 45 = AR D L # OF H AL 2458 3=
& DORBIE 2 A E B AL L S ER Tl #3851 C. bulky stage I, stage . stage IVONHL (Working
Formulation ®D-H & J) 254 & &, CHOPHEDRYIZE0%. TATLMHRIL44%, 3 FAAF
(X 54% Tdh - 722, Working Formulation TF - HOLE % %% & L 7z International NHL
prognostic factors project {2 & % WK 3273 Bl D fENT Tl CHOP 7 & doxorubicin # & & ETO
&L, low-intermediate risk#., high-intermediate risk#., high risk#EDNHIZSEEERRIZ, 67%-.
55%. 44%TdH Y. 5EEFHIL 51%. 43%. 26%ThH o722, L7zd> T, 3§ %< &b, high-
intermediate risk #£., high risk #£? aggressive NHL (2§ % B H#E AR RIEE TH ) A FRK
O F &R L To experimental therapy DX REEE W R 5,

19974E DA 7 ) T D7V — T2 X 2 WAL BERB O SR R oW 12X ) 72 & Bl
Btk Y F AMERHIREL o NHL O F A BB Tl up-front T Il E B RO H o KA (i
SH) A% conventional therapy & VBN TWA Z L AVREN229, FHAR L I1ZIPIThigh &
%\ Zhigh/intermediate & 52 2 L AL TH . Z ORI HRE MBSO O KB LH#
LEREIRIEE LCHEBET A LIERUTH S,

KBRS RN & 2 B Hitaggressive NHL

Parma 7"V — 713 VL EE#E NHL O 538 215 56112 DHAP ##: (dexamethasone. high-dose
Ara-C. CDDP) %2 23—Z%jtiL CR d L 135 EMH (PR) & & -o72\bHW5 chemotherapy-
sensitive FFFSHAEB D 109 HIZ%f L. conventional therapy Td % DHAP #iE% 4 2 — A% THR
iS5 cm % 8 2 % bulky massIZIES 2 2 % (involved field radiation therapy. IFRT)# & . IFRT
%ICABMT % B L 7o K Ab&#R s (BEACHE ) % i 2 #f & O M2 HlakBr % it L 7230,
19954E 12 SN2 Z DR H TIX. 5 4EDevent free survival i ABMT #4346%. DHAP#EAT12%
(p=0.001). overall survival TiZ ABMT #4353%. DHAP ##2332% (p=0.038) & 2 BEMIZHGETS:
WA EEZRDTz, Parma 7 )V — 7O R % =0, $dE#d: (salvage chemotherapy) (25
D B FaE v R AR B NHL (2R U CE B R s sl i Z2 0FH U 7o R b i s ik o
HEIAS, state of the art & LTHEV. L. 29 L7ZERNIH L CIEIARBEOEREZ BB T XX Lo
YRV APFELENT VS,
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5) UFAMKHREBHIEMNHLFERREOVRES . ¥IEMLEEE TCRICEEL £V ¥IE
1{E#ERIGaggressive NHL
WAL TR ISR # L 2 WA EEH#AISH]  (induction  failure) DIFEFNIZDOWTIE,
Vose 5131846 D retrospective 2 f#HT T Z 9 L 7-ERI T b FRAL ¥ IR M2 H U B A& I
SRR & OEF L 72 KEAL A SRR % F2061C & A 30805 © & % 2 & % historical control
12 & %retrospective analysisTHE L TEB Y. 29 LRI BRBHGEH O KEB/LFEHREOE
JEASIZIEREN. L T % 30,

6) FATERCD20MAE (VY X2 ) DEEERMIE

R/ EEMEE B ) o8 E (DMEMGHIEILY) O &) OFSE - IGHEIKPUE 2 RRIC L
7o BRI EE T AHGRBRDSERIN CHEME S N7ze 1 EMICIE 8 MG L7k 3. 8313 31% (G4BlH 17
i (CR 5%, PRI12%1)) TdH 0. MREEERREBMRY >3l X D135 555 BRI 2BGES S
N7, RKEO 7N — T2 & 55 - mEREBMBRIER Y F ) VoSlEo M EGREE 336 %
x4 & L7z CHOP ik & o P BT H 28803 94%. CR#*61% Th V. PEHHEOARMEZ i <
REL T332, 75 ZGELA 7V —7T® 60 &L . 80 LT o> Hii o A 1 T HILL 1
B Y F AME R Y »oSEICRd 5, 8 a— ADREH#ER CHOP #i%: (7272 L prednisolone
13 E 2 100 mg/body Tld 7 € 40 mg/m?) *f 8 2 — A DE#E CHOP #: + 8 I — A ? rituximab
(CHOP ##: D Day 1124%5) D HAELALILEERAR S MAHRB O WK TIE CRF (CRuz &)
T63%X76% (p=0.005) 2 fFEDFEEBIZ R (HrJefif) DM A N> b AL T38%xF57% (p<0.001) |
LHEEERT57% 5 70% (p=0.007) T&H O rituximab BFHEEDE ZIZEN T W2, follow-up A H
YAEAS 2 M E W) B TH S Z EDMETIEH 55, CR/CRURIZZNFING60% & 76%, 124
HAELEHRIL 68% & 83% & A BATHURIE B EAEN T 2 B i S hTn 3 39,

Aggressive NHL O F#EA BEEC rituximab 2 W3 MR RS L fEH T 5 2o nw T
WEERRIIZE L L CHEITRETH S,

7) T-UZNZEERMD 2 /NEE
Highly aggressive NHLO U E D THh 5 T-Y ¥ 283k v 5 ffi X% < DREGIDSHIGEIE L Y 55
ZHEPHM L% & 72 LB LR O AR T ZOFREIANRO0, 2% 7k F s & [F %
DIBEHEIED IR 5N T b, High riskhEB) TlE i) 72 BN 70 FLIE IS 2 b6k o A % St
THEDL, F1BIOE 2 BN CoEMEMEEZ I L7z KE(LFRE LG R & A
bbb,

8) Burkitt) > /\[&E
Burkitt V) ¥ 28JEIXE#, AR ORI R\ CRER DIER]) FISSREB] Tl oR )] e fbaa ik
T80~ 90% DIBEW RS WIFE X N2 7203435 WIFAEFN 3 L up-front T& MM B ALHEH o K&
LBl 2 E T RE TIE RV,

9) EITHINK/THERRY > /NFE. B ATHIRRME B/ >/ EE (ATLL)
CHSEEAYEY VSRR LT h B E HIE L CE MR 2 0 L 72 KB LA U R i
WAL LR 5 2 LICIZ BRI D %,
ATLLIE HARIZB W TOEBI 2535 S MEMEBHOEERF Lo 5hTw539, ARBAE T
FIEBIA% & ARSI RO S bh%, ATLIC X A EALIREDSHE L, Bk
BIEHNS . HELRRAPLETH 5,
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3. KRVX Vi

HEBELACEIMOH 2FREBMEFRD X/ SV F 9 TIE, CMOPP/ABVD X ABVD 72 &
OALEFEENT X A AEGEHE TCRICEGE L 2\ CREIFIAY 145K O B 5 X RO SURHE <
FRICHTE 13D TFHRARTH . 4 OREH D conventional dose® & DiGHEEP:T b B WM 4: 1712
WETH 5, Z9 L=#RALEEE RSB B 5 ik 1 4EDINOBESSFERNI 3 3 4 19934 D [E
Wge 7 Vv —FI2 & BB RBOMEIZL D, ABMT 24 L7 BEAM #%#: (BCNU. etoposide.
cytarabine. melphalan) #23mini-BEAM# (21t L T event-free survival & progression-free survival
WBVWTAHREICT SN TWS Z EATRENT, BREMASMBBAGEH O KELFEES, 29 L
THRARFETITFESSHELL TV D, L L, BEEIMBEMEEAE O myelodysplastic syndrome
(MDS) % ED K7k EORRMBENEZ EHERITREFED L v,

MREEBETHI OFEARARBEODERI X% | SWOG. ECOG & CALGB & O T, AT F ¥
WOTHRNT (F3HSM) 293 O LOMZ FERARREE L TABVD#HE: 5 2— A&ICPR. CR®
JEBIZ ABVD 1 22— X + REfLEHEOR L. ABVD3 I — RBNOHE & % ik 5 RS AR
ABE (S9901) HHEATHTH D, CORBRIZEND IO T T —DKR T F VD up-front DFEETHOH

Kb MR OBIS2SHEIC 2 5 O LIFFE R Tn 5,

4. Il Rf i IR RS i

YR OIS B & m RGO KELS: (B R0 #I0 O FHIC TN 2 9 2 K
ﬁﬁ"“ FEAEDPRKTHEENZZLDTHY) ZDIEFELEAEPEHREEMBGHMBERICEE5D0TH S,
[ A i R AR L L BT R D a0 < BRI & RSEORRREZ /R ) 8Bk X TIRIA < fTh
NTWBP5, ZNDAOENY) 3 EIxd 5 A& RO S 1XH 5 b OO RO/
BRdOTHY, BT, MG M#EMRRMOENE ) » 8 E I3 5@ 726 L2 0 0l
2\, T 72, Hodgkin &2 X [EFEFEAHIZ not recommendable & DHIEAH ), aggressive NHL 121
auto-HSCT DML D E SN T 5B, 7272, bASETIRRCKIZH L C RS #RH % 0 GVHD O %
FEAMK S MY Yo8EE ICGVLAE AR C & ZAREMEEE Y » /SIS L C b [R5 i i
FE OB AL S % W REMEA B 5 o

Xk
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EIEFAARRMEEIM (SAA) &, JERESME R B o vh ¢ [ Fl 8 A B R AT IS & 72 2RI
DOEDTH D, SAA BT R I # AL RE A G IR O E—RINTH % Z & 2% prospective
randomized study (2 & > THISCE Nz, Lo L, REIIGles o AR S N5 BRIDAIL O H#E K
O FHBEOELEDLEZEL L, LT LIBHIEBROE BIRE IV Z2VOPHIRERDNE2Y, &
HIZ. BB L 20O R OGEHEBGESH LM S, SAAIXHEE L LTHRIEICE
WTIE I RMEFEDS AR B R HE 2912 & A QOLOAK T O, SRy il ik Tl & 2P BE
fBE#E (MDS) R FIILFE~DOBAT O RED e S N Tn 545670, it 5 T, B TORBMO@E IS P E 12
BTk, IhooBHMAEIHED THICERB L TRET 2 LENRDH 5,

0. WREE

JEL A 28 S 5 L B S S A ZE BE B & OF Camitta O BEIEE /0 HHIC & - €. EIEFAEANRBMEE D
(SAA) &SN AZ R E L7z SAAZAFERMEX$20.2 X 10°/LLLF % Very Severe Aplastic
Anemia (VSAA) tEFL7Y,

. BHEDE

EiEE £ W HLA E& RfE HLA & & JEMig

oINS

VSAA * 40 F LA D NR

SAA 40 FLLF D/R NR

SAA 40 F LI L R NR
T PIHREAISE IHRIZ 6 » HOBBBOBRIHET 5)

VSAA * any D D

SAA any D D

HAEREBICE L Cid, AR OFAAS BRI OEIE % 2],

* Very Severe Aplastic Anemia

D (definite) BWWICBHZEIOL5E

R  (in routine use for selected patients) BAELZ ZRE T 2 OD KW LRLGE

CRP (to be undertaken in approved clinical research protocols) : EE#EAYEHEE L 13 E 2, BERREE LTHE
T RE5E)

NR (not generally recommended) —#%RYICIZEID SN niGE
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1. MAFHICHLA — RS S N72846. FEGHBMZ BINT 2 2 LIZZ Y REIRTH S,
(1) BEEEHH A0 T T, AA DEIEEA VSAA TH D54, BAHIZHEIGTH 5.

(2) BEEWMDPARIUT T, AADFEIEEAVSAA TR WA, BALIZHAEIS TH 505, HE
PO D MBRICEIG E Z 2 5N 5,

(3) BEEMHPA0RZBA . AAOESEFEAVSAA TR WA, BALZL T L b HxH#EE Tl %
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2. FERLALO HLA #4 K — 25 a & S 6, Biio@E s HLA —%FRO%A L FH
HIZEZT I,

3. IMfFEHICHLA 3R S N b o 723 A S Hl B 2SR IR S L % 25, [BRBMG %67
HUNIZ 5 8 855 5 e WEE12I1d. HLABS RIS 5 5 OBHILEY) 2 58 ETH
56

4. N9, SRIEEPNHIRREIC B2 OSAYS 5 N2 RIS L7256 0. HLABAIEMEE 2 5 O
WL EY) R IGHRETH 5o

5. HLA #A&IEMZEE D SN wiGEa, HLA M 1 U EAE G OIS 5 Wi dkilk °
F—OBMEERET DM, ZOREIIMO THARTHLDT, ZOBSIIHEEICRETRETH
%o

6. WEEIE AAICDOW T, BRIIARAEE T 2 W R 0 [R5 il M R RS Al o0 S 1 7R

7. LSO MM sourcesE . BHORDL D IZHVE Z L OFHMIZBR S TIZHS 2Tl
2\,

V. BHEDRKIE

H A MR A2 R 2725 (JSHCT) 121E. 19914E 4 5 20004E T 9 £ CERI15m DL E) SAA
WA A HLA B A D S O RIS R 249 Bl B S, O IE 9 FEEFERS2% & %> TWw
%o HLABE A FNA O O FFERERA TIlX. BRGITR OFEH € ORI E L KIFTT, JSHCTD
7 — & TlE, 40K TORBRM O IZ83~84% TdHh 5 DIxF L. 40 LA ETORH O R IX55% &
HEAIZVDS > TWD, AEEO#EIZIBMTR LOFEBMT 205  #itls S hTw 3 91010

—7J . HLA #A&IEMAEE A S O RSB ORI EE B L D I3HLEERE B> TWD,
HAREHEN 7 (JMDP) 725 O i Tld 40 i A O B A OB REAT I 3 4F4EF3 53 ~63% TH %,
40 EDFEBI D 3 FEAAFHRIZ25% E AR TH 5o FWLUAHNIE, BB OWIILE, ZHih»SBHE T
DO, HLA A OB alleleDdisparity 0SB HE O EFARICHEZICHBET A 2 EA9RERTW5, 4
ORFTRZZGEIE. INLOFBARK T WHAITIZ10~25% OAEFFEOYEN ST W
Z) 12)0

V. SElHEEDME

K% 2 R IIHIER AR A B, W< DD prospective randomized studies 12 & - T, PriwfEHl
fora7y >y (ATG) v Z7uaXRY ¥ (CSP) OB L FHTH DL EIRENT W5,
SAA KO VSAA L HEHTH Y., BEHEICBVWTHEESR LB LRSOMEZMEFETE 5 1814,

—h. SENHEEICEE LRWEE. 5 WIZREIERENR L2 RICER LS. #
FERBEIHIELE 2 RA D LI o THh A BEEORRIIMETEZ 5200, WERGH L TS
LA TH 5o EBMT2 51, WIRIREIPHIEED R L 2 h o 72854, 200 B O %z il i 252%)
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VI. SMEFFHRFSHE & e b A D
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EhTnwb Y, EBMT Tld 1974 4E7> 5 1996 4F % TIZ SAA working party 288k S 72/ NEB X O
BN SAA BIOHC, FIAIEHEIC HLA 84 M R 2 5200 72 583 fi & S il ik Citg S iz
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D  (definite) FEAMICBMZEIO 25E

R  (in routine use for selected patients) BALZ ZRE T 5 OH—kW L&

CRP (to be undertaken in approved clinical research protocols) : FE#GEFE L IZE 2T, HKRERE L THE
i3 REGE)

NR (not generally recommended) —#%MIZIZENID SN niE
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4) BIEFNIBWT, GIEIIHPRE RIS A SR T i, HLA —80kMid 5 i, HLALEEA
—3iixE B E EET 5.
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DA IITHLA K% N - 20 OBMA ZR T 255050 5 5. PERER O EEICEITL
7oA. EAERNCHE U2 EIs & E T o

6) HLA2, 3EANEAIMBEEFBIIZ. ShITOLIARTLEREBEIESNRTELY. BRI
HERICMEDS TSNS,

V. Effflifay — A D&ER

FAEBE 2 QAR ML A A & B BER AL 2 Ji T MBI IS IR L 2Bl hEToe 25
HONLVe HAHEZIIBW T, ENEEGKEOET LR, BEGVHDILEZ ITFIE2 5 2
BWZ EDL, KA MEMIEEAIIEY:GVHD OB & W Z & 2 @B B Vil v — X 2 @R
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FEMARP MAR IO VT, BIBNED 2% (. BRI TIRIERTE 26D,
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KA/ F—2 M) 7 CIREIE 496)). EIE (3061). HEE (7 6) O/NEEAEEREZXRIC,
ATG, ¥ 7azxKR) ¥, GCSFOIHEEEZBI ol 25, HEMIK6 I HEDOAHRRIZ67% T
Holze PEIERI L KL T, IREIEBIOIT ) 25, ARRISMETFINBEAIE D o 720 F 7RG
3~ 19 /1 H£IZ 4 1S MDS/AML ~NBAT L 720 WGHEBIGA 4 FHE O LT 87% T IESEFI D 4 4F
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WESEB B50HF1) 1E. ATG, Y270 AR ¥, ¥FFV—)b, HEiE - PEIEFNIT ATG, ¥ 27 0 ARY
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H AEOEMFIZ, REER (71%). G-CSF (+) # (55%). G-CSF (—) # (77%) T&d - 7zo MDS/
AMLANOBATIZEREZ 1 FIODAR SNz SREIIHFIEICIRA A S N h - 721861 & Fi5E L 7246
PSSR E & LIRS SMBMATET S, 5 B 19BIAESATR TH 5. HBRLG 4 £ OALTF
RKIx, EEMHIZ83 7 % G-CSF (+) #1391 5%, GCSF (—) #iZ93+6 % ThHo72
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DOOENZ BT H/NBEARIIH T 5 HLA AR M BAIEX. 19914E5 5 19984E F T 7 4EM 12156
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WK S 135 B OIS A OFFEDSHIAN L 72 & v ) HEASA 55 251218 basENIC B W T
3 F OB IR, —T7, EPIHIEE SR OMDS/AMLANO#TIE. bAEO/NRFIZBWTEH10~
15% i Eh T 9,

4. RPEIRIEEILIC BB A O IS 2R HE Lk
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MR AT A AIE R AL L7219,
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