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FIE REEEEEMEE (AML)

=402.5] s

SMEEBEYE A I (AML) IZARF O 1E AR M2 OREHT B\ T D % < O [RIFEE Mg
BIMTHONTWIRETH 5, KR LK O/ O NI T v A DMMOFRE L IR L TR
FLTWB 5, FESHE, PR, 2 FENEREBOEB LM LELZ & FEPL IR o T
TWHD LW, B3RS SBARANOUWET TR, IR WERESHE, FRTFURF. WEW
RERRFIRA O RS, FIBUEERIEL SltowTKIRIZBHE RE S 7, AMEHMEAIME (AML) O
BRRTORA P « TETFVRALEZEZLND T —XITMRZ T, SBROBEIZOVWTHRL TS, &
BAMERTE IR B MR (APL) 3B CEFE S IZ L, KIRCTWETFEL T2, ZNFEFTHEIMK
https://www.jstct.or.jp/uploads/files/guideline/03 01 aml03.pdf % BIR S 11720,

I. MREH

SRR, EHFEE T, HE ZEREELEMEOBIYED v, @Y% FF—Dw b EE
DR E LD, BEZFEDESRITHRTIIBERM TOSEARI E 7o TWB A, BHLIZEERTHIT 2
NEPEIDFRORMDD 2, 2HRELEVEZ THXT0HU L THBMKEI S 1Z KT
LEWlEDH 2, 12720, SE CRHIEFERETH»EMT 2 Lo s dH 0 Y, BHEIG X
HEIIMNITRETH D, HFEFELAKOBIHEZ T2 LN TE2EME»E D 2T HWIT 21
ix. BREERE. BRI ) R 2. OFFRE. PREIBEBE. FEthE. thaSKER. KELEHHE L L oEEE KR
1Mt (Geriatric assessment) #4179 BEMBH 24V, T XTOHEHEIZE L CTHMli$ 2 & K i % 5
3278, G-8. VES-13. fTRSTENAZ ) —=v 7V — & LTHRIZNLDY,

I. mE5%E

TERITMIDERE T A L LT FABZ PR S Wb T S 7205, REOKERY, BEFEROS D
HIMEORBM & FRIZKE LD 2720, WHO B HEHBGETHE 4 (20164F) 2 6 1Z Gk - EIZ T2
WEBEMALIZEIHV LT WS, WHOZMHE 4 il WHO's International Agency for Research on
Cancer (IARC) & the Clinical Advisory Committees (CACs) of the Society of Hematopathology (SH) and
European Association for Haematopathology (EAHP) D 2:[F#f4E TdH - 72 43, 2022412 TARC. CACs
265 % DF L WEBRSFESFER S N, T I TEBZHOFRIEEER L, CACshbLHES
7z International consensus classification (ICC) 2 3E 2> W Tt § 27 (£ 1-2), ICCH¥H & WHO %
RS SR I3 LB 126 U 7 AML 3 B OB . AML T OIFEKEI S, CEBPAZE, MDS/AML,
TP53Z 5, BHREH % # 5 AML (RUNXI OAMIBER) & L OERITEVWLH Y, ICCHET
TEETFRESEMAS L RE LR - BEFRELZE S22 L)L TIHIIPET I LITT o
TWd, ATz zoRHEii~z?,

1. R gtk < BRTFRE 2D 54 (BCR::ABLI % * 7 538EFLIAN) 12, KW - BROLE6#
FPI (ANC: all nucleated cells) FDIFERDI10% L ETH VUL AML L 2H 5 %,

2. RARA. KMT24. MECOM DNV 7 v MRER, ZOMOMLIBEFER G, MW BB T A
WERTAMBODEIZH L GE NS,

3. CEBPAZRIZE 7 Vv « W7 VANERDOHFED S, bZIPFHIKIZin frame ZREZEF T L0 EHI 1T
EET D,
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4, AMLIZEW gtk - BETEREZE T 2582 HR s, FEREIE2310-19% TH X, MDS/
AML L EFES NS, BEEE, MDSD L  IZMDS/MPN 2256 OHERE., H 2 W IFEFHINRIIZE
BAE) AMLIZMSI L7z 7)) — L L was, DHEADOD L ITBAIGEL L Cat#ET 2,

#1. AMLOICC4#E(2022)

AML with recurrent genetic abnormalities (requiring = 10% blasts in BM or PB)

APL with t (15;17) (q24.1;q21.2) /PML::RARA

APL with other RARA rearrangements*

AML with t (8;21) (q22:q22.1) /RUNX1::RUNXITI

AML with inv (16) (p13.1g22) or t (16;16) (p13.1;q22) /CBFB:MYHI11
AML with t (9;11) (p21.3;q23.3) /MLLT3::KMT2A

AML with other KMT2A rearrangements

AML with t (6;9) (p22.3;q34.1) /DEK::NUP214

AML with inv (3) (q21.3q26.2) or t (3;3) (q21.3;q26.2) /GATA2; MECOM (EVII)
AML with other MECOM rearrangements §

AML with other rare recurring translocations §

AML with mutated NPM1

AML with in—frame bZIP mutated CEBPA||

AML with t (9;22) (q34.1;q11.2) /BCR::ABLI 1

Categories designated AML (if I 20% blasts in BM or PB) or MDS/AML (if 10-19% blasts in BM or PB)
AML with mutated 7P53#
AML with myelodysplasia-related gene mutations**
AML with myelodysplasia-related cytogenetic abnormalities T T
AML not otherwise specified

Myeloid sarcoma

2. AML, MDS, MDS/AML D% E4 48 IC D < {EHfiFE

Therapy-related

prior chemotherapy, radiotherapy, immune interventions

Progressing from MDS
MDS should be confirmed by standard diagnostics

Progressing from MDS/MPN (specify)
MDS/MPN should be confirmed by standard diagnostics

Germline predisposition

*APL with t (1;17) (q42.3;q21.2) /IRF2BP2::RARA; APL with t(5;17) (q35.1;q21.2) /NPMI::RARA; APL with t (11;17)
(q23.2;921.2) /ZBTB16::RARA; APL with cryptic inv (17) or del (17) (q21.2q21.2) /STAT5B::RARA; STAT3::RARA; Fi1Z
RARA LBEETHBRZEZ T, ZOMOM(RT: TBLIXRI (3q26.3) ; FIPILI (4q12) ; BCOR (Xp11.4) .

T AML with t (4;11) (q21.3;q23.3) JAFF1::KMT2A4; AML with t (6;11) (q27;q23.3) JAFDN::KMT24; AML with t (10;11)
(p12.3;q23.3) /IMLLT10::KMT2A4; AML with t (10;11) (q21.3;q23.3) /TET1::KMT24; AML with t (11;19) (q23.3;p13.1)/
KMT2A::ELL; AML with t (11;19) (q23.3;p13.3) /KMT2A::MLLT].
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I AML with t(2;3) (pl1~23;q26.2) /MECOM::?; AML with t (3;8) (q26.2;q24.2) /IMYC, MECOM; AML with t (3;12)
(q26.2;p13.2) /ETV6::MECOM; AML with t (3;21) (q26.2;q22.1) /MECOM::RUNXI.

§ AML with t(1;3) (p36.3;q21.3) /PRDM16::RPN1; AML ( E #% 3F Bk 1% ) with t(1;22) (p13.3;q13.1) /RBM15::MRTFA;
AML with t(3;5) (q25.3;q35.1) /NPM1::MLF1; AML with t (5;11) (q35.2;p15.4) /NUP98::NSD1; AML with t (7;12)
(q36.3;p13.2) /JETV6::MNX1; AML with t (8;16) (p11.2;p13.3) /KAT6A::CREBBP; AML with t (10;11) (p12.3;q14.2)/
PICALM::MLLT10; AML with t (11;12) (p15.4;p13.3) /NUP98::KMD5A; AML with NUP98 and other partners; AML with t
(16;21) (p11.2;922.2) /FUS::ERG; AML with t (16;21) (q24.3;q22.1) /RUNX1::CBFA2T3; AML with inv (16) (p13.3q24.3)
/CBFA2T3::GLIS2.

|7 Vv« Wi 7 Vw3 il 30T CEBPA RIS F @ bZIP ST in frame 22 % H 3 5 AML.

T 20X X 7BETF 2/ AMLIE, B - RIEMOFEEEH20% D ETH 2 2 L BBINIBETDH S .
H#IERITPS3 7 VVORIBH 2 4 LMD, TPS3OERT VABHED10%U EH 2 Z L TEHKES NS,

**ASXL1, BCOR, EZH2, RUNXI, SF3BI, SRSF2, STAG2, U2AF1, and/or ZRSR2 DZERIZ X > TEHB SN D .

T T ROPEREFEIT L o TEFK S NS, Complex karyotype EHEZELD 30U o EfkEE 2 H L, osHIcE
FNDHET - POEERENL W BERE 2L L VIO EO FY VI —(KY Y I )0k wE2BhiEa s n

W, Unblanced clonal abnormalities (R O Get k54 : del (5q) /t (5q) /add (5q) ; 27/del (7q) ; 18; del (12p) /t (12p) /
(add) (12p);i(17q), 217/add (17p) or del (17p) ; del (20q) ; and/or idic (X) (q13) .

M. BHEOEE FOHEL NI GEBECOVTIRIET Y ABF+HID:=HES)

*®3. BHEOBEISE ZOHREL AW
T&HH [FIFEFE A & EEZEZ

HLA#A  HLAL 7 v v

HLA & [F g i, BRI A Wil HLAEASK
BT PREGHE GNR/CO* GNR/CO*  GNR GNR GNR Dev
TR S* S* S* S* S* Dev
THRAREE S S S S S GNR
55 Z AR D TEAEHY S S S S S GNR
HHGEATH REARIGH  Co' co’ co’ co’ co’ GNR

* PRI Z . MRD 2881 L U 7RIS 2 % 2 HET 2

TRMEZTL o CHRBERBEIFIARTH 270, HELMFNTEST 2L WIEKRTCO & Lo, HELE L &ECTIHHE
IEOINE R SY (S AN

IR —EPUEAM X, 1. HLABE AR, 2. HLABSIEMm#E. 3. HLA1 FUERAE S k. HLA 7 VoV 7/8 -4 I A,
J i, HLAPAHOIETH 2

(FHERORERLL, BHiE COMM L EHERLTRET 2)

S: standard of care BAEIMFHEIREE CTH 2 (BPHE. QOL % EDAFIIRIZ OV T HIEET L 7z L THRENITIRET %)
CO: clinical option A ZHE L TR W

Dev: developmental FHRFERE LCEET 5 2 LAEF LW

GNR: generally not recommend —f%IZIZHED & 1w
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V. FEFRARF

1. WO FESE

AML OIEE L L THZ K ORBUR LERREBRIMTONTE D, 2N ZhoBiER» L, o &
BRI O THRRET BHME SN TWD, el - BIZTBE, Fin. £FRE, FER (de novo
DIRMED), BIEROBRELELDHTOoNDH, IN6OFR TR MO LTFHERTLEEZLATY
3 O PYLEFGE - BIRTRE TH 5, {ERIFGEEARZEIIE S S ML S Twizas, Pz
SEE N ERG RO T CREDBIZTEE*E T 256, TRICRSEET 2 Z LHL
£ D 2017412 European LeukemiaNet (ELN) 2 b Qe R 8 & BR T2 A H b e TH D
FEDMRIBE N7z, 20224E1T133 BT v 7 — P AN FHROESRE s 1Tz (42, 20174E L 1
BLUTEE, LS NIGTMILIFTh 5,

x4. ELNF&HE

Risk category Genetic abnormality

t(8;21) (q22;922.1) /RUNXI ::RUNXIT1*

inv (16) (p13.1g22) or t (16;16) (p13.1;q22) /CBFB::MYH11*
Mutated NPM1 t , without FLT3-ITD

bZIP in—frame mutated CEBPA %

Favorable

Mutated NPM1 T , with FLT3-ITD

Wild-type NPM1, with FLT3-ITD (without adverse-risk genetic lesions)
t(9;11) (p21.3;923.3) /IMLLT3::KMT2A §

TR - FREICHOES i wivfg « BETFEE

Intermediate

t(6;9) (p23.3;q34.1) /DEK::NUP214

t(v;11q23.3) /KMT2A-rearranged||

t(9;22) (q34.1;q11.2) /BCR::ABLI

t(8;16) (p11.2;p13.3) /KAT6A::CREBBP

inv (3) (q21.3¢26.2) or t (3;3) (q21.3;q26.2) /GATA2, MECOM (EVII)
t(3q26.2;v) IMECOM (EVII) —rearranged

-5 721k del (59) ; -7; ~17/abn (17p)

Complex karyotype 1, monosomal karyotype#

Mutated ASXL1, BCOR, EZH2, RUNX1,SF3B1, SRSF2, STAG2, U2AF1, ZRSR2**
Mutated TP53 T T

Adverse

*KIT, FLT3BEFEREZEIHED VA7 BEIEFETEL LW,

T PRARFOEREESEIHT 25 THRAR LT 5,

THZ Vvl 7 VVOZER D FEFRZ <. bZIPFHEIT in frame BRI D 25 ITTFHREF LT 5,

§ THARROEBETREIFHICALNDLH, ZOHAEH ) A7 HFIZEEL W,

| KMT24 D530 70 & > F LB E W,

3o oY kBT EE L, o) 27 I2E N EEFREERETES TV BEEAY AL EVWIDM Lo MY
VI=(RYVYI)DII TE2HEREEZE RV,

WO EDE Y I — (X, YREEDIND, /23120 F Y I =120 % L L 128 Eogetatko i Ra (core-
binding factor X&) 3% % .

Pk RIFHE OB T ROARE XS T 28581, ZhSOBEBETFEWID > THFHEALRLE LW,

TTHT VLRI T VVOERPZERL S, BRT VVBED10% M EOgGEIEEL T 5,




JSTCT monagraph Vol. 104 EMBEBIA T 51> — BRBRLENR (ERHITN) |

1. FLT3-ITD ® 7 V vIiz X 2 4 3R1E5E R O < FLT3 BHER O B3512 X D BT %, Wild-type
NPM]1 with FLT3-ITD 25 F# Fh T H 2 @ 13 midostaurin @ FLT3 FHESE O G 23HiIR TH 2,

2. CEBPAZbZIP$HIKIZ in frame BB 03D 2 55 ICTHREIFE T 5,

3. MDSEd# 0815 F 8% & U TASXLI. RUNXI VL4 @ 8 1% 72 2 (BCOR. EZH2. SF3BI.
SRSF2. STAG2. U2AFI. ZRSR2) b THARIZE L, 122 L THREFRTF*ROGE I THREF
L3 2,

4, NPMIZERIZTHRRGOREELNENT 256, THERRLET %,

5. t(8;16) (p11.2;p13.3). t(3q26.2;v) 7% & D KAT64. MECOMBHE DYt iRk B4 &3 72 12 FHRAR
=T

6. EHDONY Y I—LEEGZALE 2EHRITEMZENE £ W,

7. inv (16) (p13.1g22). t(16;16) (p13.1;q22) & t(8;21) (q22;q22.1) TIXKIT. FLT3#fx F 5% 23
HoTHTHREFOEF LT 5,

2. MRD

{beegitk, TEREEIITE## (Complete remission: CR) IZE > TWT b, HIERIEEERAFHZ (MRD:
Measurable Residual Disease) D1FTED TRITERE T 2 W& AR TV 5, MRD 3G R HRE 12 i
K 3 % Bl 4 mRNA @ Real-Time quantitative (RT-q) PCR T O i &, Multiparameter Flow Cytometry
(MFC) 12 & 2 JEB R LR~ — 0 — DA A b O, FFE DL BT D RT-qPCR/direct-
PCR/Next-Generation Sequencing (NGS) TOE R, 2% WIEWTI mRNADERIZ L > THIES 2
D3, BUIED & T ARSI N THEMEWBE X O 1ZEIE mRNA O RT-qPCR, WTI mRNA, MFC T® D |
MIXERIREBR TIT b LTV 5,

2-1. RT-gPCR. WT7 mRNA

RT-qPCR CHITE, BESMHELEINTWDE T~ — U —ZNPMIZEE, CBFB::MYHII. RUNXI::
RUNXITI. KMT2A::MLLT3. DEK::NUP214, BCR::ABLI, WTIT®» V. EE X102 510°TH
3, SHT—ZOERICL VX —F v PERZBEETF - —FHEMNT 2 LEZ2 515, MRD % lll
BT DXA I 7L LTELN TIIEEBMG2 Y 1 7 vk IR TIRROBHE - R, 2 L CTIR%
BTH2EMIZILHE T EEHE. b LIZ4-6EB L RN EZAVWCTHEST 2 2 L 2HELTVS
9, MRD VNV T I-log® LADR O NTGE 1T, 5 TFENES - BREE 2 %5, MRDV AV TL
RPN, B CIRFNER 2 T22L0H2700, ROICHKRT 2 LHETH
2, £MRD & FHRICHT 2O —RHIIRS L LTX LD, BINOBEHEUTIZHR~RS,

® RUNXT::RUNXTTT1 (£(8;21)). CBFB::MYH11 (inv(16))

W OEEFER S EREAL, IBEKTHOMRD OBRERTRICERKE L TW?Y, LaL,
RT-qPCR O E & L CRBEEY T AT ). EEOEEMEMZIEL TV bITTIETWS
LR, HIEOFITIEETERZE T 2 08B FIIE L CIEREM A2 > TWaEEdH D, Bk
P L HIEBEORE «c BREZERL W S ITEREIBETH 5, EERIZAML-153512B W T,
BRI T4 D RUNXL::RUNXITI-MRD IZEME TR TH o v b 7 (BHE0.5%. RMIM0.1%) &
D& =D F £AERFT L, PREASER QBRI ICER IR o721,

o NPM1ER

NPMIZFEOMRD b W ICFEFHICEHTH 29, NPMIZERIZIEFLT3-ITD b &0 LT W
D3, AML-17i8BR DN TIE2 ¥4 7 V& TR O RKIEIML O MRD 2385 « LTI LTI L 72 ) R
27 AF (F5% : HR 4.80, P <0.001, 3ET°: HR 438, P<0.001) £t %3 Z L %L BT TRLTE
D, fDBIRTEE D > TH NPMI-MRD 3 FHFHRET- L LTCHERATH 27, FEBMHOZIEIC

5
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%5. MRD & %% D% (qRT-PCR)
<= — W rv—7 BER (53] Kigi - &l Cut-off FE AR STHR
MRC: AML-15 163 TR AL B 3,2, I-log I8 >3-log vs. 2~3-log vs. 1~2-log vs. < 1-log 12
Bk (ABLIEE T 10° copies)  S4EZRRBEHR
4% vs. 30% vs. 42% vs. 100% (P < 0.001)
WEHE TR il 0.5% < 0.5% vs. > 0.5%
SAERBEHR
7% vs. 100% (P <0.001)
FAH I 0.1% <0.1%vs.>0.1%
SAEABEHR
RUNXI:: RUNXITI 7% vs. 100% (P <0.001)
AMLSG: AML 155 7 ZCYN B, KM 2.5-log WA >2.5-log vs. = 2.5-log 13
HD93, HD9SA, 1% 4 27 vk (B2 microglobulin#{r¥ 4 4F RAFEFHHF
AMLSG 06-04, 10° copies) 22% vs. 43% (&) (P=0.034)
AMLSG 07-04, 19% vs. 51% CEMIL) (P=0.008)
AMLSG 11-08, WERE TR BB RMm B Rtk vs. Bk
éP{[LSG 21-13 SRR RS
wilift 17% vs. 36% (&) (P=0.021)
23% vs. 55% (HKAHIML) (P=0.001)
MRC: AML-15 115 EREAL KM 0.01%, 0.5% <0.01% vs. 0.01~0.5% vs. = 0.5% 12
bR (ABLI{ET 10’ copies)  S4ERBIHFHER
21% vs. 56% vs. 100% (P <0.001)
WK TR B 0.05% < 0.05% vs. > 0.05%
SAERREHR
CBFB:: MYHII 10% vs. 100% (P < 0.001)
A I 0.01% < 0.01% vs.>0.01%
SAERFEHR
7% vs. 97% (P < 0.001)
JALSG 37 BEK TR E 50 copies/ugRNA Hazard ratio, 4.55 14
(P=0.03)
ALFA: CBF- 198 HiuzlE & il 3-log A >3-log vs. = 3-log 15
RUNXI:: RUNXITI . s
CBFB MYHII 2006 FX5R 13—k (ABLEET) SFEABEHRR
; 22% vs. 54% (P < 0.001)
AMLSG: 137 FAREAN Bt kR [t vs. Btk 16
AMLHD 98A,  FLT3-ITD: 2% A4 7 vk (ABLEET 10" copies)  44ERRTHHE
AMLSG 07-04  94/245 6.4% vs. 53% (P <0.001)
R WHA TR B Btk Btk vs. B3t
AR IR
15.7% vs 66.5% (P <0.001)
MRC: AML-17 194 e3¢ ERENIN =2 feth vs. Btk 17
T FLT3-ITD: 2a—2% (ABL#{ET 10" copies)  34ERBHIR
74/190 30% vs. 82% (P <0.001)
ALFA: ALFA- 131 TREAL R 4-log IHD >4-log vs. = 4-log 18
0702 5 FLT3-ITD: (122—2X) SMFABEHR
59/150 20.5% vs 65.8% (P =0.002)
NPM1 % 5 AMLSG: 293 WEHE TR EBE. RAEm R [t vs. Bk 22
AMLSG 09-09  FLT3-1TD: (ABLME T 10* copies)  44EBBHFHER
Bk 70/469 26% vs. 44.7% (B (P<0.001)
28.2% vs. 70.3% CRAHIM) (P<0.001)
MRC: AML-17 107 TR Bl =, 1% Bt vs. = 1% vs. > 1% 20
T FLT3-1TD: (ABLEZ T 10° copies)  24EAfF=R
34/107 84% vs. 56% vs. 22% (P < 0.001)
A1 F2k, 0.2% B2 vs. £ 0.2% vs. > 0.2%
2EEMELFR
81% vs. 54% vs. 12% (P < 0.001)
Marumo A, etal. 56 HulE & Bl 0.01% 0.01% A vs. 0.01% 2L E 19
FLT3-ITD: 2 a—2fk (gDNAfEF) RTS8 2R A R i
22/56 FEIE vs. 178 days (P < 0.001)

ALFA: the Acute leukemia French Association Group

AMLSG: the German—Austrian Acute Myeloid Leukemia Study Group

JALSG: the Japan Adult Leukemia Study Group
MRC: the United Kingdom Medical Research Council
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B L C. ALFA-0702iRBrClix, EAREAREHL O MRD 254-log L EIET L i WiGa, B & L

7205 D3R A F2 (Disease—free survival: DFS) (HR 0.25. P =0.047). 472 (Overall survival: OS)
(HR 0.25. P=0.047) OUGEZEDTzo —H T4-loglh HIET L7254, BHOFEIZTHRICHE
Lrol:'¥y NPMIZERIZY 7 LDNA% MRDIZH W2 H%Ed H 5, KL 5 0T ;t{ﬁ%ﬁtmh
—HEHMRD A v b 7 RIGICEGER T, H 0B AR AR & 525 U 20 WEEGZ 6 35
T2 Z Lo as N, AEBHEROMRD b FRICBIHRLTED . AML-17#8RI2B 1) 2 5H—&
S L IXERBROBMEE O CIk, BHE - MM & D I2MRD 25F2 172 &L BHRRIERITE
o7z MRD 23 ClE 2w 25, BRME GRAYIM 0.2% AKiii. ‘B8 1% AKii) D& 1% FLT3-1TD 25k
DE D PT2EOSD377%. 25% EBRENR L N1, HEILT % DMRD ;t[%'*r% IZEE L 725 A
BHHRRITD L LAMEL L5, CBF-AML & [ARIZAT L b BRMHICEES 2 6B IE LW, AML-17
19 3B CIRIBHRE TR OB 1 O MRD 256514 (ABLEART 10° copies & 72 ) H R 13 copies) TH o 72
100 NIFBAE L L WIGATDH 30% I HARITMRD 232 & 20 D . 2% X 1 ERBER LR L L b5 T2,
— 5 CFLT3-ITD BB, 1R¥EHE T D MRD KT 234.4-log Klii D& 1%, HHZ < R bni:
20 AMLSG 09-09 3BRCld, 1BEK TH O MRD IZEH O H B HAEETITERTH o 1255, Bk
T®H > T H MRD 232% FKiili & #ERF L T auid, BIE AR Fh 0l 3.2 4812 3 W TR 80% 3B fif % ffE Fr
LTWwWiz?,

® WT1

WTIELTFHEHREIZELN TlZMio MRD 3 WHEIZIE) MRD~—2 — & LTW53, 7272, HH

DEBEHANTHE S ITHE LT WIS RD D | %@Ef‘—i)\ﬁé HIE O T, AR, AR
ﬁé3 DHTOMPEHR LTI 2 L vwInd HEROBR AN I CHE S A TS, LOlE
HED R WDMREE L 72 ELN 22 5 Ot Tl HREARIEROBH b L < 1EKRFIMLD MRD 232-log M
FETF 22102 & o T, SHELRFFEHKE (Cumulative incidence of relapse: CIR) 1240% vs. 75% (HR
0.54, P=10.004) L HEEMNR O NP, FAEBHRIZEIL T, 147 A5 E U T CI1deRiFIm
® MRD 230.5% PLF (ABLEEF 10 coples H120) OEE. SEO0S. A N EFE (Event-free
survival: EFS) 1£65%. 57% C® - 7z DI LT, 0.5% & D i3 23551337%. 25% L BRZEH
Roniz, BiEk3I»BITB L TH 139 AE /5 E LT iﬂ#ﬁm@ WT1EEFFBLD30.5%
BUF (ABLBAR T 10* copies B 72 D) 2> & D »TI4EEFS 2510% vs. 72.3% L BREEVSR L ¥, K
D WT1ER T FIE GAPDH % housekeeping gene £ LCHIEL TW3 729, Litod vy v 7E
FZ0OFFHETEELRVOTHEEIDETH 5, K25 D55 NEMGIT L G Tld. KM
O WT1HEAR T 8BS HIE #4712 69 copies BL_E, #HHET 220 copies MA_E, g 2 [H1EE T 100
copies L LOBR, FHY A7 3@V EHE L TWE 2,

® Z Dty

Z OO EAR F HEE 2B L T, Clonal Hematopoiesis of Indeterminate potential (CHIP) B j# 0
DNMT3A4. TET2. ASXL1 7% & O AR FZ HE L, RUNXI. GATA2. CEBPA. DDX41. ANKRD26 %
Germ line origin® %5 & MRDIZJ# L T W &\, FLT3-ITD. FLT3-TKD. NRAS. KRAS. IDHI.
IDH2, KMT2A-PTD 3 HIR R THMTIIMRDITHEL TW R WE SN T WD, XX ) XAEHTIZE L
T3 short tandem repeats (STR) ZFIf L 72 PCR, MEF MK ZFIH L7 FISHiEDH D, FF —flldo
EHFAZWES 225, MRD<—0 — & LTRBERLMCL 2 EF 03D 2 10 REDME . STR
72 LB b K27,

2-2. MFC

8% 7 —LL E®OMFCIZTCD34, CD117. CDI33 % Lo Rikkfifim o Bii<— & —. CD4. CD7.
CD19. CD56 % ED Y ¥ REkFZ<—4F—., CDIlb, CD64 7%t EOHERA< — 7 — 2 Hladb¥e B L
T, HIMJBEHIIEO MRD Z B3 2 2 E3HFETH D, EFEAL, HEDOEFEEZOMRD B3 FEF
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WAL D Z & 3% FERE S TWwWd, AML 2ABRD 389 A& XSGR E LT Tl 294 7 Wik
THRIZMRD 2352 & 5 22T, 44EHEF L7 3E (Relapse—free survival: RFS) 23[2MEH61 13 52%. B3
PEG X 23% D5 23D 2, AMLITHBCEFHRFME - BIFHETH > TH., BREAREK O
MRD 258514 T & 2 B5E 133 EARRE CEBEZFER D35 ~ 15%) & SEEOS ITHHEZE DO 4 b - 72 (MRD
B2t 70%. MRD B 51%. S EfE 46%. TRBIEIUME 27%) 2, BAlREIZ DWW T, B 359 A
DIFNTTIZ, EfETH o T HBALHTIZ MEC © MRD 2350 D354 1%, MRD & & Hoiig L T 34E CIR
1267% vs. 22% TH D, EEMBRIH OB KE GLECIR 65%) EZENROLNTH o 1230, Bilni & B
%491 2> 3 O MRD % #ili L 7z 6% 810 A O AT Tk, BAERT/ 4tk © MRD & 34F CIR © Bf%
IZ MRD™¢/MRD"™® : 21%, MRD"™¢/MRD** : 100%., MRD"/MRD™ : 57%, MRD"*/MRD"” : 86% T
HH ., BIHHEFELZIZMRD M GRS 2EHIZHETH 2 b D OO TFHRIEDL - 123,

EDRE~—H—%BIRT 2201 LT, ELINZA FI7 A4 Y TEMRDOa7~<—4—& LT
CD7. CDI13, CD33, CD34. CD45. CD56, CDI117. HLA-DR. (% Ofth, BER% : CD4. CD1l1b.
CD64) #ZF T2, #ZWikED MRD @ #Hfli T3 leukemia-associated immunophenotypes (LAIPs) %
FREST 2N D 505, BHIFRICALA LA LT WY v RERRD~—2 — (CD2. CD4, CD5, CD7.
CD10. CDI19, CD56% &) o FH, EiD R~ —b — LB~ — 2 — OFKFEL (CD15/CD34 %
E)L BRIFFERICARIBLL TV b <= —DXJ(CD13, CD33, HLA-DRZL &) &\ o 7RI HE
HLUCTEITZ1T ), WFEERIZIZDOLAIPsOEE&%MRD & LCFEHl L. 2 v + A& 7fHICBI L T3
Lo TEDBDLH, ELNTIH0.1%Z 0 v M4 7fHE LTHERELTWS, 7z, BAMEIEGFL
TWTH LAIPs 25VHR 3 254035 D . D413 DIN (different from normal) approach 123£0 & i@
WETRL ZRE LM E =T HIEH L, FT: L LAIPS 2R E T2 2 L HEETH 32,

H MR HIE (CD34+CD38-) IR L T, 29 4 7 VB IZIIRFAR B 12 F)5E L < Birh iz B iR
BHIEsEZGE T 2 E FHRARE VI HEL D O, EEMEYIMHE ST 2IHE £ LTESEROMIRE
THd¥,

2-3. NGS

JLAENGS THEELOBIZTFER O MRD ZHI%E L 72 8E 2R W TW 23, BHiRTOMRD & P13
LC, EfEMIZH 2 EBEORMIMD L IFEHDNA 2w T, 24 0BETEEIZE L T targeted
error—corrected sequencing Z1T o 72 K4 Y 22 5 OfEHNT Tld, BAHHT O MRD 2350546, B0
A LR L TS4ECIR 66% vs. 17% (P < 0.001). 54£0S 41% vs. 78% (P =0.002) & BEIZFHRIR
BTho723, ke, BRI OERYICH 2 BHOFRMIMDNA %\, FLT3. NPMI, IDHI.
IDH2, KITZ %123 % targeted error-corrected DNA sequencing % 17 = 72 K [E O @4t Tlx. FLT3-
ITD & L < IZNPMIZE DO MRD 2355773 2854, 34ECIR 68% vs. 21% (P < 0.001). 34E0OS 39%
vs. 63% (P < 0.001) EFRIZTFEARTH o7 — /T, MOBLEFERIZFERITN T 2 HE BT
THREEVPR LN L - 123, FLT3-1TD i3 &35 [ @ duplication 12 & U qRT-PCR TIE I L1z <
WS, ITDZEEEFT ZexonldZ X —4 v MIZ LT NGSHENT TlE. EEE ABRIFERICERIZES
T H MRD 2351 0 %E. 44ECIR 75% vs. 33% (P <0.001), 44E0S 31% vs. 57% (P < 0.001) & ¥4
RETHoTz, 7 MRDEMEGIINPMIZER D%, 4 7 v TEIBICE DIEFI 2% h - 1239,

V. ERERAIE

1. AML ©ZE¥EE
1-1. BREEA - HED - (M) B

AMLIZA 3 2 EEHEN EREARTEIL, Y278 LTy b 7947 ) v RIEFTH 5, National
Comprehensive Cancer Network (NCCN) %' 4 K 7 4 > Tld daunorubicin (DNR) 60 F 72 %90 mg/m’
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3 Hf# + cytarabine (AraC) 100 mg/m* & 7z 13200 mg/m? 7 H [, idarubicin (IDR) 12 mg/m* 3 Hf#{ +
AraC 100 mg/m® % 7213200 mg/m® 7 HE D3 + THEEZHLEL Tn 2, END 65K D 1057 A
BEZNFITITb T AML201 iBR Tld, PRERRGR A & 124 © DNR 50 mg/m® 5 HH + AraC 100 mg/
m?> 7HM & IDR 12 mg/m® 3 HiE + AraC 100 mg/m® 7 HI % EeBR L 72205, (A% 0 EAER (77.5% vs.
78.2%) & ETFR (54E0OS 48% vs. 48%) TH - 7237, ZOFERICE DS, AHITH W TIZDNR %
W 72 RS AR T 50 mg/m? S HEAA K W ST 3, EAREAREE I o K] %38 b3
ZEIIZEL T, FPEARRRTTH 2HFFLT3-ITD AML EE 717 Ai2xf L CFLT3 FHESE O
midostaurin OFEHZI R 2 #5 U 72 RATIFY 3R ClE. BRI ERET RO Lo 7205, AFEHH
X FRIRAE 74.7 22 B vs. 25.6 2»H (HR 0.78. P =0.009) & a&%i))ﬁ LTz, ZOfEFR, NCCN T4 R
7 A4 ¥ TlEmidostaurin DHFH ZHEFE L T 2 (RFEARKF), & 51T quizartinib Z#I[E 22 5 H0fH 3 %
55 =R (QUANTUM-First) C 1 H#E(L A2k L& FUlE U T, quizartinib OF A9 23 A 17 1M % 2
Ed2Z G snt, ZORBTIEFEFLT-ITD AML B3 539 A2t LT, BIHER 7 E g
ANBE - MU O PR IT quizartinib ZIBIN L. Z DR, RR3EM e ik s5 3 o8 & L RE
277 e REMZ 8% 11 OEERITE O, AFEHMH 2L 72, DRERRICERZITIRD
DL o 12 H3, quizartinib A TIREEWVMRDIZERZE L3 <, BEHBEFHR A RITER LT,
Z DGR, B RE39.2 00 A ¢, EFEMHEFIMEIR 7 F 2 REE15.1 22 B 128 LT, quizartinib
OFFAE31.92°H (HR 0.78, P=10.032) L BEZEI RO LT, ZOFEER X D quizartinib I3 KA
D FLT3-1TD AML 83125 LT 2023 412 [FE PN TG #i P 23K & iz, CD33 123 2 Pk s
T® % gemtuzumab ozogamicin (GO) DHFHIZBI L Tk, TEEROUEE TR o T was, BHHEK LA
BREIWETZ2EVIALTF )V ADOFRIHE SR TWEO, BT FHREL - PRI LT
AGEROWENLROLNTZ L XD, NCCNTA KT A4 v TR FHREL - PEBHICH L TGO D ffH
(ALFA-07017#%5% : 3 mg/m® 3[E#¢ 5., AML16#KER : 3 mg/m?® 1[E#5) ZHELEL T3 42 (RFBT
XA EREHE IR AFR), T 72, venetoclax Z AEEHE(L2EWEE BT 5 2 & T, AGEHH & Y
MEFHIMOWE IS O AT MEIHRNTE Y P, 5% 80 X ) B Tvenetoclax BN B JE
PR S 2 DD ERRIRBROFE R G e s, ZOftl, TPS3ER*HF T 25 AMLIZEO TFHARRT
HD, FLWIREIE L L Tdon't eat me signal TH 5 CDAT % HET 2 Z LT, =7 u7 7y —vVEHERE[N
HEEEAE % 0T 9° 5 magrolimab 23BHFE S A1, BRILEAEIEITHE S 7w TPS3E RIGMED AML EE 724
12X 9 % azacitidine & OFFHEE Ib FHENER Tld. CR2331.9%. EMMiRr IR 237.7 028 E BH SR 23
Bon®, LarL., BUIHHRE (ENHANCE-2) Wi C8IZ venetoclax ® Il z 72 3#)12 X 2 58 IAH R
(ENHANCE-3) TRZIRBA L 0T, ERRFE LI E o TL F o7z, BIMEEMIMER I EE
7 TIM-3 12 %59 2 HUiR D sabatolimab % W72/ Y A 7 MDS/AML 31233 2 B Ib HEBR TI1X, R
BHAML BF 1T L TR (CR + CRI 30%. SRR 23 22 H 238 ®. TPS3ZEGMEDE Y
27 MDS. AML 2 b E%MEDFRO 6 iz, BAEHE AR hTh 2,

HFE OWEIF Y & T € /ﬁsﬁﬁ{?&(ngh—dose cytarabine: HD-AraC) b L < &, ¥ X 7€ IT7
YRIHA 2 RER O T 2 S HIOFRBEE S BRIIT TV S, ERNOD 65D 781
ANDEFZEZNGE LT:HD-AraC (2 g/m*> 1 H2[E 5HFH) & L HI6F HEE O HigG Bk (AML201 31
BR) CIXIREE X% TH o 72 (54EDFS 43% vs. 39%, P=0.724), Z ®H T, CBF-AML TlZ
HD-AraC T54EDFS D 8 #E H /L 6 17z (57% vs. 39%, P = 0.050) *”, HD-AraC 2P L T Cancer and
Leukemia Study Group B (CALGB) %596 A @ 3 % M4 I Sfigih ik & LT3 B O AraC & (Al
#%5-:100 mg/m* 5 HH#FHE. 400 mg/m® 5 HREFE. 3 g/m® 1 H2[EL dayl. 3. 5) &M SRR
AR ATV 60 LT DEEFNIZ O W T 44EDFS IZ KRR 3 g/m?) THREICENTE D (100 mg/m>#
24%. 400 mg/m>EE 29%. 3 g/m*> 44%). CBF-AML T % OFH[E 25 & D §AF (S4EDFS: 100 mg/m*#¥
16%. 400 mg/m*#E 57%. 3 g/m’HE 78%) TH 2 Z L ZR L7 *, Ll kX D CBF-AMLIZX L Tl
E N4t THD-AraC 23#E3E S 3, CBFRA D AMLIZEI L T, E MW Tld HD-AraC B CRRYUE S O
BEREEHL RN, PHMREED ) X2 2035 2 04 FINHEEI RS NS 2 L 23%
WA, S TIIHD-AraC B ERTH 2, LA L, AraCOFREGEIZE L T, WEBREIZE DL L I
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Wi, HET 2HMIIDH 5, 1440 NDEFE Z X5 AraC 1.5 g/m* 1 H2[H dayl, 3. 5. » L <
X3 g/m® 1 H2[E dayl, 3. 5 & ZHIPFAERE MACE/MIdAC) 4-5 2 — A @ 3FEEH O HI[E ik & L
8 L 72 MRC AML-15 3Bk TG R RE I B BB T 2o 727, 933 A0 BH I L THLE o BE D
19427 VHTAraC% 1 gm* 1H2[6HfH b L <13 g/m* 1 H2[E 6 HH (mitoxantrone ff ) T
WL 72 AMLO6 BR C b A v MAGFEHIH, AFHREICERESA LA L roT2, ZTRLD T
EEXDNCCNAIA R4 v TiE1.5-3gm’ 1 H2E#%EG 3 HH%Z3-4Y% A 7 v EDREEHIZHR > T D,
FLT3-ITD P AML TR U C ik, Hi[E 3 H  quizartinib, midostaurin (F#41) O FFH 25HERE S L
5, 35T TIXCBF-AML ZHuD & LT FRES « BN L TGO OffH 3 mg/m® 1[H) %
LTV,

HIFE D& TR ORI L TR, BIRATIT O BRI —HKMIZZLVWEEZLNTW D, T2
72 L. BAIEMIE O B 472 Nk 288 azacitidine (CC-486) & 79 £ R D 7 v & »bIERAER
(QUAZAR AML-001) TiZ, #%&[azacitidine B2 B W THFERII T2 2 & CHEGFHR P LEI14.8
D5 24752 (HR 0.69. P =0.0009) £ EEEZEDTz, ZOFEE, WA TIETHEPHHED LI
REREC, BAEREEHE R S TOEBFICAHVLATY 3 (FRIREKR) 2,

1-2. BRMFICHT 3L EE

65752 _E o EnE JE O AML B 125 LT d &EFREEITIE U T A pE & #iPH T O M O (L O
EEERATT 2, £ OMEITBVT, BEBBIZBVWTH TV FIH 427 ) v R¥EF 2500
BURIZ X 2 FHROBGEIVRENT WS, T2 L, BYE* &0 TR EEEADHE BN 2729,
Performance status. JHastkAE 2 &2 & O A RN X o TILFEEIFEORE ZIRE T 2 DB L DH
%, A XY 7 @ the Italian Society of Hematology (SIE) / the Italian Society of Experimental Hematology
(SIES)/ the Italian Group for Bone Marrow Transplantation (GITMO) 257€5% L 7z Ferrara fitness criteria
IZFEHE LR I S 2 BT O FHIRF L LCHE A RIEETH D . (LFREEO R 23R4 2 |
THEITT 259, BRI RIA & # 2 b N2 EF TSR OBES 25 22359, I
T WIRBEE SR 2 LB LTV 5,

BCL2 [HZEHI T H 2 venetoclax & azacitidine/decitabine OO MR L. TEIE(LZEHEIE O HE LI D 145
A O Eifis AML 835 1253 2 8 Ib A ER T 67% (venetoclax 400mg: 73%) 3% fi# (CR + CRi) % 3 hK
L. B o 23 11.3 22 B £ BIF SR8 6 172°9, azacitidine I3 B C b SR
W LR 7 WA O R SR T 5 2 53 (AZA-AML-001 3K58) 7. 431 A Sl AML B# (48
fp B 76 7%) 12k S 5. azacitidine BLAHE & venetoclax ff F i o LBk El Bk (VIALE-A) Tl EiER
(CR+CR1) 2528.3% vs. 66.4% (P < 0.001), A77HH UL 9.6 2> H vs. 14.72>H (HR 0.66, P <0.001)
EPEHBED FOMENTAER 2R L T2, azacitidine S @ DNA X F VALBHER] 25#I6 12 % & T W&
13K & AraC (LDAC) & OB %4175 %, % 7:. NPMI. IDH2ZER 3% 3 %4 . venetoclax 127§
BZIRIEHBRIFTH 2 2 EBMESALTVSE O,

RRBLE < F R R 035 5012 H 2 i AML B35 309 A 12X L TDNR & AraC @ ) K Y — LU
(CPX-351) & 3+7 %k % LR U 7285 I AHEBR CIL R 2347.7% vs. 33.3% (P = 0.016), A FHARH
A 239.56 22 A vs. 59552 H (HR 0.69, P =0.003) & CPX-351 D MMENTWTz, F72CPX-351#%
BHED35%. 3+THRIERED 25% 12D 72 2 BE v AR £ THA 7225, CPX351 #F CIIIFBRILTH
(Non-relapse mortality: NRM) 23& < % 2 7z &, BAHFEMERF R 2 A & L7234E0S 1356% vs. 23% &
BYULRERBR L N0, CPX-351 THRETRE Z & d, MEREEICHMEZ 4 EST2 2L TH
5, ZOMGRIZED & 60 ORI E B R R RE L 2 £ 5 AMLIZX LT NCCN &' A
K74 TIHCPX-351 2HEBEL TH D, RFBTH 2024 FITKB S Nz AMLEE D 6-10% X IDH]
EREHT 205, EUELFHRE OGO Bl AML 83 34 N2k L CIDHI FHZ#EHA] T 2 ivosidenib
HAIAYE 1L FEMER (CR + CRh) 42.4% (CR 30.3%). AEFMRHHRAEIZ12.6 2B OipEliE LT b 72 5
L. Efi# (CR+CRh) IZEIZE L 7 BE 1T 14EE D 61.5% MSEMR 2 HER: L T 72 (RFBREZR) ™, w5
D E i AML B35 146 A2 % L T ivosidenib & azacitidine ® f 8 & azacitidine B4 % Fe#g U 72 58 T AH
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Bk (AGILE #BR) Tl3. BERICREST 2 £ T340 2 E L 1205, EFELA47% vs. 15% (P < 0.001).
A Ny MG 2290 H vs. 4100, AGFEHRERIE24 22 H vs. 7922 H (P = 0.001) &
BFBECRIFLERESB L NI, R LHREEO ., Hil4 <> b EMUEREOFEH L 0%
SR SNTz, IDH2ZEE X AML BE DO 12% THMETH 2 23, ElvE O#F AML CIDH2ZE R %
B3 2 E8# 39 NITIDH2 BHEH] T H 2 enasidenib % % 5- L 7228 VIAHRER Tl HAEE 18%., H7FH
I REIZ 1132028 Thotz, BRICEGEL 77T ADBFICEHL CTid, B PRES42AI1zE
W, EFHRRREITRBE TH > 7o (RIPRKR) Y, IDHIL2ZER %A 3§ 2%4 . venetoclax +
azacitidine D ZRP 31L& < . BB ITAHEER & 55 Tb AHEER © 9 7T CEiEZE (CR+CRI) 79%. FLAFEH
Al 29500 TH - 729, BHELFRFEICRMAEDAML D L IEEY 227 MDS & 123 LT
Hedgehog #%# % PH 3~ % glasdegib + LDAC d #IRLIZ E2sD | 116 ADEFH & /5 IT LDAC HHH &
glasdegib ffF % Lb#% L 7 BRIGHT 1003 5Bk Cl3 A FHIM AP ff234.3 22 H vs. 8.3 2> A (HR 0.495, P
=0.0004) £ P CRIFLAERL LS 0727 (RAPREKR), BEMFEEZROREICE L Tk,
[ O EEE DR, azacitidine, [FIFEAE, Fr#lEH O L325 17 5 15 25, PS. JE#=t%EE. & OME &
ERRE BN LIRE T 2,

1-3. HEILFEE

R« HHEHICIRRER L EEE T T, RIB B2 10X MAEBM L BI5 3. WENAH CBAR
LA 7216-497% D AML B 1271 A& W52 U Tt 5 EIIENT ©, BB IcEhE T 2R
1£55% ChH D, B_EHHCTBML B EIE5HFO0SH740%, BEL ZWH&IZ16%TH ), B
BRI OB EIT O T EHEETH 2%, BRI EMEAREE2L 22N EREL TW2
HlE, P E O EREAEEERE IR L THRVLD LAk, RHPEROLEEIE. HD-AraC
(HAM) ®, etoposide (MEC) 7" fludarabine/cladribine (FLAG-IDA ™, CLAG™) 7%t L BiiR & &
ZHL 7 2 3K & o TIRIEE B IRT 2,

FHZEA] & L C. FLT3-ITD B3 @ 354 1% quizartinib,  gilteritinib %, CD33 Btk 035413 GO b 3
P E %25, 7o —vi#EIZ X DT ZGBIRFEENMBLL TV 2D H 2 DT, FIHRFITITE
EFERZHMMGST 2 2 L EETH %, quizartinib 13 FLT3-1TD ik 0 HF - #5 AML BE 367 A
1259 2 QUANTUM-R EBRIZ I\ T, 0% O BIRLFREE & IR L TR EA#R (CR + CRi) (48%
vs. 27%). EHFER(FIfE620 H vs. 4722 A, HR 0.76, P=10.02) %R L. X D% < OEH (32%
vs. 11%) 23[FFEBAE % 221 727, gilteritinib 1% FLT3-TKDIZ b £h R 435 2 HHITH 2 »3, FLTIZ 5
ZETLHERKE - MR AML EE 371 AT $ 2 ADMIRAL#ERIC B\ Tl O REEHHE & gL T
EWWEMEH (CR + CRi) (34% vs. 15.3%). AEFHH o UGE (hJiE9.3 5 H vs. 5.6 2 H, HR 0.64, P
<0.001) ZFD 727, gilteritinib 1T & D FMRIZE L 725EHI D 24E CIR 13 52.6% TH o 7225, 18 2 H LA
BRZERMIZEAER AL B, BHAEGEHI O T70% HBFRFEBAE % 52 1), MERREE T L <
W72, FLT3-ITD B ME O BEHIEFNIR LT E S5 5 0HEH 2 M 3 2 513, quizartinib 12T % £
DOTKDZEE DD 2 5 E 5 »ITHZ., quizartinib 1Z QT ., gilteritinib 13 fF s « WILARAER & WV o
TZEIWER 7o 7 7 A Vb FJE L TEIRT 5, FH - 6 AML E#E 1283 % venetoclax 13 86 A IZX)
T 25 HIERNTIC CTEAR®E (CR + CRi) 24%., A7FHIHFIE6.1 22H TH D .| azacitidine & DHFH
IR P25 20 B L IR OFER 25 5 17277, venetoclax 12 @ FEFH & o O o B i &R
L7 ST EHRNTE D, 57 ED & 5 Lk L oA B0 ERE/H L WS, B
¥ - RO IDHI B R % H 3 2 AML 83 258 AZx$ % ivosidenib H.7 o 25 THHEER T3 5 #K (CR
+ CRh) 30.4%. EAHAMFIE820 A, EMIZEEL 72EEHED 182 H0S1250.1% TH - 7%, [
C7a AT Yy 7 HEETDH I, FEAEEIE L 2 olutasidenib HLF o 25 /I AHFKBR Tk, FF - #E
1B AML B 153 ATk LT, E#%E (CR + CRh) 35%. HfRIARIFRILfi25.902 8, HiREEEHE D 180
HOS1278% & . ivosidenib & D BRIF SR HE S TWw s, W3R & b MMUERBEZIEZ Y
A7 3% B D5, ivosidenib D A QT LR & N7z, IDH2ERE %8 3 2HF - #iE AML B 239 A
12X 3 % enasidenib B O 5 VITHHEER T EAEE (CR + CR1) 26.1%. AFHIHHLHEII LA TH -
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7252, enasidenib L & 3H O REBHEE % UL U 7288 HIAHABR Tl BEEER23.4% vs. 3.7%. A X
v N AEFHE O REL9 D H vs. 2.6 2 H (P =0.008) & enasidenib HLFI D F IR WHERTH o T2 5.
FEIMAEEH TH 2 EGFERTRARE RO LT VIR E Lo 12, 5%, fhFl & P RO R
Z’)§f§7:ﬂ50

2. E—ERIAAMLICE T 3REENHAREBE

2-1. BHEBELESE

BRI D AML 1253 2 b2k & [FFEH 2 W i3 3B RBAHE & OB R EEGERER 23 < o 208}
HEEINTWVWD, CRBEL NTER % HLABE SR K F =270 2 551X AR ICE DS, R
F =BV WIGEITIE A TR & AR ICEEAICE D [T 2 L v HEI— B TH B, Z
DA, EBRIZE )T L NT35E M T b T v (Fl Z ITHLABE AT K — 250 2 012 Bl
T LN T VL W) FEF O FIE R OFER LR ST 2 ECOMBELRTH 5, BHITEROBIED
EHOBEIZ»2LLT, EOMNITLNTH(RF =B OB vs. RF—ELED) o THITS N 2
(intent-to-treat analysis), %72, FF—fE LTI AML BHH L 2548 1I0ILEEEO0 A TRIE
BT 20, H2VWEBHEZITY & LTOHLABARESWEZ WS, EMBE K F—2050 0B
ZWIEHLAREAS FF —2 008 ThNATWE I EIIh 5, 20L& LEESIED 205, F—
BEIRIRIZ B VT R — ORI X o CTRAERE & IEBALEE 250 0 A1 72 ERERERER 24 £ (6007 FEH) % #f
BLI:ARTF Y Y ATIE, EFEHH, BEREFHRICEL T, PREFHCIIME L b AFEORK
ECTHD, TR LETFEREAEBCTRE R F—FOHEMEAL TV, ZoHMETOY X7 55T
FREFEOAERINTE ), BETFERICHET 2HEHMA R VARICERSBETH LY, —F, FF—
PN BEEIT, B BRI OB T 2R LB L T WEHZONT T2 5 ¥ & 2 ALHEGERBR O fE B AR &
Nz, PRI X o TTRPRHBICOES I, EFEEATCR 27213 CRiIICELE L, HLA#EAR
fod LUSIZHLAL 7 v v I A<y FUEOIEMMB R F—%H T 2 18-60%DEH 143 Nz, [FFEZME
B & HD-AraC [ & BEERE (ISR 2R ITIEEZR 128 D H) . PR Z L 72, 24E CIR X [FfE
BHARET20%, HIE OWTERETS58% (P < 0.001) &ALFWIEBIN T L AR FE 2 - 1245, 24E0S 1
T4%. 84% (P =022) L EREDOL Lo T2, 1L, ZOBRTIZ20174ED ELN M E TR
FHELE L2 BEIMIB0%EENTE ), HEOEEHOBREN OB LFABEBM L EE TS 722
EDPEGERICEREE O TV L BEZ LN, ZOEREY D - CTTHRPMBHICE-ERYcOB
MIZARETH 2 EFEROT2OFMBETH S Y, 5%, A LHFHEAOZLITL > T, HED
BOERICHEA L COBEMGALRS UL, BB 2 FEBAEONLE D U IXHE &I
Bu2b0ickssEZLNS,
BEFERZFHRDIEIEDTRFTOELNGA R4 v el 2z, KPTEFHAREL S T
FHE(MRD $ 2125 %) 126 L CABBM 2 #HERE T 2, FPHREEFHICN L TiE, MRD Q&R A
Rt Th %A IR, FMEBHEZMHETS 2, MRD %2512 L 72 BHEEIE IR L <k [TV-2.
MRD| #ZF 28 1z, MRDIEMIZ L 2 £ TRIMEEIES L, {L¥FREEE T 2 H RV E D 21T
DWW TUEIAME i am T T v Ziw,

2-2. FF—VY—2X

B R —I2BI L Tk, HLABEAIA K F— 282N TH . HLABESIMLHZ K - — 250 v
BB 7 A LT HLABEAIENE R F— 3B S h 3, —i%iz. HLABEAE 5 OBl
XD OET DL 2 TR D 2 23, TAE DT TIZHLA-A. -B, -C. -DRB1 7 V V2SiEA L
T 2 IR MG R RIS A O B 13X HLA 8 & s B A O B & 12 1IER%ETH 2550, 7272
L. RAMMEMEBAIC 51 2 HLAMA M K - — & HLA 7 Vvl & IR K — 2B L C i3 ml
BAE O+ 40 I MG 2T b T v, HLAE &I K - —. R THLA 7 Vv vili& IR K - —
25 6 N WA, HLALPURAEA ML K —. HLA 7 Vv 7/8 A JEMAE K - —, B, ~N7
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o RF—DWnFhrz#ERT 2,

AML/ALL /2 B U C 85 B A 13 A TR o #2412 C HLAS/S 3 & FE ML 4% A & A% o pliis (FEE
ZM:GVHD. HEFEHRET. B, 45 MBLNTWVSE L WIRENRDH 2%, 7273, JEMEERBHE
& RS AR 12 £ CICEE T 2 ¥EHHIIE W23 D . AML O EREE D LB £ CoHM %%
J& U T2 [E N O ER PRI 4T C I B A A 0 5 2SHLAS/8 A & 7213 7/8 & JE ML 5 M B B4 &
D AFHITRRL 2R TH 72 —H. AML/MDS/ALL i2%f L T HLAE &M% K F — 23\ 7t
WIRPL T, HLAS/8 % 721X HLA7/8 B A JEMLA% K 7 — & I % Lbiig U 72 [E PN D £ i 3% 3 [F 51 5 e
B, JEMR K F—3n i ud, PR e @RS 2 75 A v Th 2 A, B FEERERC, EF0
WFRITBELTHERZEBA LN L2727,

N7 o R iE, HARWITHREIN L TWw3, AMLIZEI L T Center for International Blood and
Marrow Transplant Research (CIBMTR) @ 1% 75 i B9 g 47 T 1%, KB O GVHD T B & F v iz
HLAS/8 # & JE MG MM & Bhiifk > 7 0 7 x 2 7 7 I K (Post-transplantation cyclophosphamide:
PT-CY) A L7z 7uBHE Tk, N7 oBMEO S B3 GVHD, 184 GVHD O FIE 34 7% <
AFERITEALTRFAFETH o7z, 272, 2O TIEIEMM K F — 3K, »7a FFr—i3F
BiE R —Y—2I12& 23E W2 GVHD OFIE DR L T 2 e H 2, PT-CY % A7 HLA
A IR MAGE AR & DR Tk, BIALE 2358 59 Al ALE (reduced-intensity conditioning: RIC)
DGE. NTuBHO S BGVHDFIZ X 2IFFRTCEIEH. EFREHET I LMESINTY
2%, P EXh, BHMBHECN 7o B e HLABES MG P F — X 0 #EET 22 L 242
T YR FRZ L0, ZOREEe, B CoMlL E2FE/L T RF—FREITH 2 &8
JFE LB bz, HLAREA ZEINT 254, HVG/GVHAROD &L L OREE 2, HLATUERDOH
ML EOERT D, ZOE2IZBELTE, HERBH N Y 7 R/ L TWSLHLAY A RBBHEITK 5,

2-3. BIERILE

B BB R Y BT AL E (myeloablative conditioning: MAC) & RIC % HBR L 723 3w { o 2 fT b T
W3, 18-657% (A 555%) @ EMFE AML/MDS T, HLA#& D L < IZHLAL FURARE S K F —
L OB %AT 5 272 N D B N RITMAC (R - #1F: Busulfan + Cyclophosphamide (BU + CY),
Fludarabine + Busulfan (FLU + BU) 4, Cyclophosphamide + Total body irradiation (CY + TBI)) & RIC
(FLU + BU2. Fludarabine + Melphalan (FLU + MEL)) ® B AL&E % Fe#E L 722K E D 5 > & s AL
B TIX 44ENRM 1325.1% vs. 9.9% (P < 0.001) & MAC @ 5 A8 130 A - 72 25, BRIBIEHL T
1£19.8% vs. 60.7% (P <0.001) L RICOFBFHFHE LT . HiN L EFEEIL62.0% vs. 49.0% (P
=0.022) E MACDO B DM IX R 2> o 729, F72. Z OABRITESRS iz AML E# 190 A % /5
12, B A BB R T DNA K $ 5 KA MMRD 2 BT L. BiLE & OBRIZO W TR
WdfTbitz, = DFER, Bl MRD B TIEMAC © 5 23RIC & T, 34ECIR 19% vs. 67%
(P <0.001), 34E0S 61% vs. 43% (P =0.02) L FRICHHKTIH TS 72, —FH T, BHETMRD f&
HERITIX, 34ECIR 20% vs. 41% (P =0.09). 34E0S 56% vs. 63% (P = 0.96) £ HEEN DD UL W
REL 5729, 7 v X aLHEERBRIZ FEE oMz, B4 Vo8 SR AML B3 195 A GE#F
JAE457%) /5 & L7:CY + TBI 12Gy vs. FLU + TBI 8Gy. European Society for Blood and Marrow
Transplantation (EBMT) %> & MDS/secondary AML &% 129 A (4EfpHJES 1) x4 & LRk -
fFEBU + CY vs. FLU + BU223H D, 205 OB CIRIEBFRMTRE, HRE, AHFERLHITER
EDBOPLUPoTI EBMEINT WS, 72721, BiFIZB L TIEFLU + TBI 8Gy IZ4AF TIZMAC
VIRAYTHBZE, BHEICHLTIIMDSEENZLALZHED TV AR ENZ 01?) %
2P BRI 2 WO W T, RI OB G HIIFZE TIEZMAC O F HIEEKAE 12 B VS
BTHoT'Y, DIEX D, FHECTIEEERED MR T LT 2 BF T BRHITBHERT MRD 3= TR
BREOLBEIIMAC BRSNS,

FKIZMAC VY X v DI %AT 5o HLABEBHE 21T & - 72 5@ AML B3 1230 A (4Efp Rl
375%) 12559 % CIBMTR D& H 1R 2 K — MENTTIZCY + TBI, & BU + CY., BHEBU + CY %Lt
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L. 54£0S 43% vs. 61% vs. 58% (P <0.001), CIR 28% vs. 27% vs. 25% (P =0.726). NRM 31%
vs. 18% vs. 18% (P < 0.001). Grade2-4 &M GVHD FAEZK 25% vs. 14% vs. 17% (P < 0.001) £ CY +
TBI 232 GVHD & IEH R T OBINIC & D EFRBIEWFER L o 72, 7, HLABEAFRE
Tohe % 520 U 7o B B8R IE S B3 1483 NI 3 2 BU (BU + CY. FLU + BU4) & TBI(CY + TBI.
ETP + TBI) HiALE % FLlR U 72 B 5 R0 2 & — AT (GEn i 455%) Tid. 24E0S 56% vs. 48% (P
=0.019). CIR 34% vs. 39% (P = 0.084). ZEFIEHEBELTE 18% vs. 19% (P =0.75) L #H{EBU OF
DEGFRORWAER E 757219, —F T, HLA#EAFREMBHIZ BT 25EBU + CY & CY + TBI
IZBI L T 1659 A0 EfiE#l AML B (GRS 39 %) % /R IC L 72 EBMT 5 0% F R a K — bk
fENTTlE. 24E0S 68% vs. 69% (P =0.84). CIR 26% vs. 21% (P =0.012). NRM 12% vs. 15% (P =
0.14). Grade2-4 2P GVHD FIEZH 20% vs. 31% (P <0.001). 24EME M GVHD FEAEF 38% vs. 50% (P
=0.003) £ GVHDIZCY + TBITZ Wb DD, #EBU + CY D FBFHRRIFRITEH - 7219, JE
TR CHLA B A RS % 925 L 72 AML B3 852 AN I2xf U T#EEBU + CY & CY + TBI Z Lb#Z L
TGRS TR AEGFR, BRER, EERECRICHL 2T EITIR LN L 2> 7217, CIBMTR &
EBMTH%@~%B§E%M§% L, M EOfER X ) HLABE SR TIE#HEBU + CY £ CY + TBI
FIEFASEOBRBRELEEZONS, 7272L. CY+TBLIZGVHD 3% £ . #{EBU + CY IZ AR Ay
mj&W%% BT 2SRRI 2 %o TBIE A T2 o £R5E H 0 12 BN B f & 17 O BN 3D
5, FREAEEOBELELTCYZ70Rx2A7 7 I FIZOEESD D, 72NV T 7 VIZFFFOEREZE
SiESEREASESERERED )V A 7 035 5 Z L BB T 2LE LD 5,

567% 2 LRt A IHEE B T2 BFE I L Tk, REIHEIER R FEMEVWTI VX T e v E
FRE LLZRICOBHWSLN S, FLU + BU2, FLU + MELIAODBSER VI A Y TH S, TANT 7V
B L T EEITRE 2 5O T2HiALE (FLU + BU4) 23E g Il S s 2 L 23% W, FLU + BU4
IEMACIZHHYS T 2, 15-70#% (AEHYHIE4] %) OE MRS CTHLABEA b L < I HLAL JUR AR
BERF—DLOBMEIT D 126 \OEEZRNRIZBU + CY & FLU + BU4 Z S L 728 E 0 7 >~ X 4
{LHEEEBR TIX 24ERFS 74.7% vs. 54.9% (P=0.027). NRM 18.7% vs. 34.4% (P =0.235). OS 67.4%
vs. 41.4% (P =0.014) TH Y, FETIHHEICHEEREL LT WTZOBU + CY DR T WY,
—J5 T, 40-65)% (FEEp A RAE S %) L4EmaTRm <. BEHO AMLEZICIRELIA XV T DT v
£ LA AR TlX. 1T4ENRM X 17.2% vs. 7.9% (P = 0.026) £ BU + CY ® 5 T8 . 24F
CIR 1329.6% vs. 31.6% (P = 0.59). OS 64.2% vs. 62.4% (P=0.99) L EEZZR O L o ',
FLU + MEL140 /2B L T, 507% 2 _F ® AML/MDS/ALL &% 12 B L TFLU + BU2. FLU + BU4.
FLU + MEL140 % tb#% U 72BN 0 #i45 Tl%. FLU + BU4EE, FLU + MEL140 13X FLU + BU2 B &
DEHAERMET T 225, BMEGVHDFIZ X 2IEFBRIWCEIE L0, EFITTERENL >
726 NA VA7 OAML (BB — « 8 B DAL 1TBRE U 72T T, 34E0S1324.4%. 24.6%.
37.0% & FLU + MEL140 Bt CHBEICAEGFROWEN RS i "V, B AML & MDS & I1IBI L T
TBI % W 7 WHEIALE % bl L 72 CIBMTR O #i45 ¢ 9 FLU + MEL1401XBU + CY. FLU + BU4 &
HEOEBETH -7, b D, FEEMREFMEDOEL L 2ERT 22528 £ 2 72 ECHILE
OFERZITO Z LRI N L, P, N7 oBIZB T 2 EILE X K —HIfgiEM< GVHD ¥
i OBACTREIRT 2MBEND D, 04 R4 VICHEMREZHL D220, 2HL52FBFI2LTW
T2 ET2w,

3. E—EMMIAAMLICET S BFREMEMREIE

B—ERI T o A FE MBI O FEIL, BEOMIERET RO 2 27 F ) ¥ 2Dk
RTiZ, BHEOMEEE L T, SREAGFRIRET 200, EFEROWFEFIBLALTVDL
WD B AR A Bk CEAR I L fe TR R - PRIEEO AML EE 87T NITH LT, R L
L CHSBH &L HD-AraC 3 2 — R ZSEAEZ 128 D (0, SRR AT 5] 2 AT U 72 AFB o 1 5 itk
T 34EDFS 28 H FAHH 1 55% 128 L, HD-AraC#£1341% (P = 0.25). 34E0S 13 68% vs. 77% (P =
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0.67) EHREENALNL 572", ZIIMLEBEROBER LKL T, HEBMBEOBERES
RS 2 REBRBEESREECH 2 2 LITEET 2, L L. A2 &0 B0 b 5 — R
AML O H#FE L BTN 3 2 BRBHOEATEE D HES N TH ). FITEHKERE LTiToh T
W5, BN TS 7z B ISR (HOVON-SAKKAML-29/AML-42 #{5f) T3 EFE A CTF —
TRIZE 5 7240-607% DEFETOND 5 B, THRHPME - FEREIBM L EE S . Ik - JEMmT
8/8% L < 1£7/8 HLAWA D KF —250 255 X [FAMEBAE (337 N). KF =230 W& H KB
(155 ) F 7213 HIE OFE GIOAN @ PREFHLEE) 2 FEMS iz, ZOME. MR IZHIE O
B L D b BRI, MEREEE L D ITERT W, FTHRPEEEIZE LT 54 RFS X B
HEBAE L Do TWiz23(56% vs. 39%; HR 0.74. P=0.029). JREEEIE R psEMEH cREin$
2728, SEOS TIRAEENR L NE 2o 12 (60% vs. 54%) ", H— AL CHLA B4 Mg K —
PoOEEBHED LS IZAFBMEEFEM L 721276 A\OBEITH T 2 RKLoHME CIZ. HEBMOL
DEI T, THREFRENS ., R TOY A 2 VEBD v E Wo MDD 2 Hs, AFEHIZRE
T2 LA BN TR, FHREMAFRMET TR THE SN -, AFBH L AEBMH CHEEZEIZR

LR o2, BFRBHEILEFRMMBAIES 2B E L T2 EE TS 7 EBE 2025
RLELOTWVINA TAFHETEL VWD OO, BT CPRPMEEFICBEL T, @Y% FF—»
WEWEEIE, BEBHZERL T Lurd Lakwy,

A, BRI O MRD SH BB OBEHRR 2 T T 2HTF L LTEH S ATV S, HIE 8
RIZEB R E 2T 7256 NOENTIZ B W T, BT OB MFC TMRD 2354 TH - 72356, 82%
(2328 N\) D312 IZFHH 2R, S4ERFS. OS 1% 14%. 28% TH - 7D Iz LT, MRDFEM: DY
BDRENENS5Y%, 8% THo72"Y, 4 &Y 7 DGIMEMA AMLI1310 #5132 Wik 0 F1440 5 & Hb
[ 1a—2BOEHMFC ® MRD TR - HRBMEERINT 2T L oTH ), FPRAMHE
IZB W T MRD [T FEMEBAE, BBETIIERBMHE T ER L 72, £ OFiHR. 24E0S & DFS 13 MRD
BT T79%. 61%. BBYERETT0%. 67% LWL 2 UBRENOP L1z, b TFY
ZDEBEBDIETH 25, FHPMBIZB T 2 MRD IZHFBHZEINT 2BOBEELIFEIZ L5 L
Bbhnszd,

4, SHEBOE—EMIAAMLICE T3 REEMEFMREZIE

DIBNIRTLE IZ X 2 AOHEOEINEOIE T, mlE XFAEBM O NS, 61T S nTwi, L
L. SEDOAMLIZERICMDS R PHRARDOEMEBTRELHE T 2HA0% <. Wid L I3#E
WOFEETHOAFRMIZ6-1520ABRE ERRTH 27, —F, BiLEORFC L RE W
B2k ), @lEITLCHMAMBBMEEIT O 2 E3REE Tt o Tz, A & (LFREZ LR L 7250
HRMEERIE WS, 7 7 Y A MK X ) PHRARRKT (G EE, DMk o B isREEHE, &
A AR ITHRPIE, M) 28 L, e lEaRfEE 12 X o TMAC ORTLE 258 S 20w AML &
F OS5 NITH L TR B RNEENT 230 S Tz, WSE IIHIE %1 o — A2 ICHLABEATFM K — 2
WA IEFLU + BU + ATG 12 X 2 BiALE CRAMEZE, HLAE AR5V 2 wW4A 13 BU + MEL %
FELULHAECTHRBMD U IXHE OB E% ML 72, HLAMESFRESWLHE3SHD ) H5E
BRUCBAHZ Z T 7 DI1X254 T, HEBMIEITHA 1% Tz, FEBAEIZ X 2 EEEEETIZ12% &
BETHH., FF—FOIHLEFF—EHLHOLKRIIEVWTH, ERICAEBMEEZI LRI R
Do THOEIZBWTH, 4FMAMKAEGFRIZZNZN54% vs. 30% (P =0.01), 62% vs. 31%
(P=0.001) £ FF—F DD 2 VIZAEBMERIERIZEATWR", &I, French Innovative
Leukemia Organization 2> 5, 2007 ~20174ED I WS v, FH—mARICBE L 72, FRPMBELT
D 60-707% D B 507 NI 3 25T HAIIENT b3t & iz, [AMEBAZ 20 7o/ & 20 ko T28F
T34EHERFS 13 51% vs. 19% (P < 0.001). 34F0S 1%56% vs. 35% (P <0.001) T»H D, WAL % B
WIFMERHE L TH->TH, BHOBEMERZEDLL Lo, 1. 60-7T5BDOFE—EMITEL
7z AML 8% CRIFEAE % 521 728 (431 N) EALZFEHRIED A TIREE L 728 (211 N) 285 #8912 Huig
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L 72 CIBMTR 2» 5 D5 Clid, EMEEZI»H ik, JEERETIC L ) HEBM O H BEER -
MRAEFERLE DITEL o TWTh, 920 HBIBEIZWEE L, SEOS XM H329% 123 L T, b
HDBIL13.8% THoTze ZOMHEMITIOBULETHEETH o7z, BETHOEWIZ X 25K
NDFEHE Z L, BHEEED T BMERITE MERICH o 7225, FHRAR LG GHREEZE T 24E
BRBHREDO 1%, SERMBIMTTHEMIIEFR - BREFRO Y ZZ7RNTFITEY L Lo T
20 60 LD EFEE NS E LT, EREAREIZ L DB -ERICEIEL, HLABEES FF—20 3
%4 . RIC (FLU + BU2) % f W\ C[AFERAE % 1T o 72 58 T AHEBR (CALGB 100103) TlZ. 114 A 24
T, 24EDDFS. OS. NRM 3% N2 N 42%. 48%. 15% &, LD A L Y 2 & RIF X
FERERLIZ, 605 LD AML I L CHAEBMHZ EMHL 72 137N E T LDV AT <
F4 VI VEa—T334ERFSIF35%. 3FE0S1E38% THo7:'?, M XD, EE OFRMEBAHIZ
LRI CEIRITE L, AWML D 2 LE2 LN 255103 ORMDD 2,

EE OB CRIE & 70 2 O IXIBEFEHEE T TH 2, Siid CRBBEO B SR WG IC T 2
DI, BHi%IT2 212 EDLEFREORVEE LTI IBENRE Lo TWEHEEERD 2, [£FR
REHSTE W RN | 1TBI L CL 20084FE 2> 5 2013 4E D AT 70 7% DAL Tl i I 55 12 % U C [RIFRARS A % 52
B L 72899 A (24E0S 39%) 122W T ®D CIBMTR D% % &Ef#HT CIE HCT-CI1 233 2L E (HR 1.27, P=
0.006). 1AL (HR 1.97. P=0.0002). MAC (HR 1.61, P=0.0002) B FHARERT & LTZHEY
LY, HCT-ClIZBMEI N T 2 25 REELEE T2 ETSE IR L20d LAY, HiliE ORiLE
ERIC ZEARE LY [V-2-3, BRERTLE| #2FI2LTE LW,

5. BERIALUED AMLICH T 3 EMEMREEE

JEEME D 2 WITFE DO BRI H 2EHIT. BHOEMOBICER LTIEN R & B
DAV R [ S TR § 2R 13D TR L . AR O BB IZE W,

RAYV, RV — AL AD T NV—TD3DDEHKRABRITEHRS 1172667 N D AML B O ][5
Fth DR TTHIENT TIEXSFEOS D% TH V., BRI, FaEAERSE (CBF-AML 2 £ 9 ).
i, BHOBEDARFTFHEETHU TS 2 2 LAURE NI, B EMIZHEL TH HEBHIZ
Lo TI0% Y EDSELEFERIME LN TV LRI TFREFHOATH D, THRPMEE., TERERM
TIHMLFEEE, BEBM L D b AEBMO SEEGFRO G EAT Wz (TR 31% vs. 0% vs.
48%. THAREREE: 6% vs. 9% vs. 26%) 12V, FF - HEA AML % 138 A i2xf LT GO O fF xR % fiF
M7 L 72 GOELAMS iBk Tl ¥ £ co M (1220 H BIA) & Ytk Bg DIz FLT3-1TD b FHRAR R
HFLLTETLNRY, Zho0RBRIZTTIIBMEZILEZNEEINTVWE 2, EFED 3D
DB B S ., B—ERHITBE LT o TICEI LI 1271 L OMITClE, B SHEERL S
FOS I G ER TR BIFRET82% & 32%., THRFMBETS4% & 17%. FHEARET27% &£ 7% Th o
720 FIREZEBID 5 B D 67% 35 R ICFEBE T 2T, 20060 EEDOKISIED OS FFMERE
WZiThbhrolzBE LD H44%vs. 21% (P<0.001) L ERIZEATWR®, Dk X ) EREITIEE
CHMRE I REBAE 1T D 2 L AEETH D,

FEFERI AML 12 3\ TR AR HE DSHE— D RIIIR A7 2 IG5 T S 216 BIETH 5, AFEORHE
TIX54E0S 2323% D B EGF 235G S LT W3 29, 2089 AIZXf 3 2 EBMT D14 75 $LEIEMT 2 & |
TR AMLIZAN 3 2 AERHHIC BV T b, FOfRRE & FLT3-1ITD 28V TFRREAFTH 5 Z L o3
WESNTWD Y, Fiz, FMEBHE %2 72 IE S AML % 2255 N i2x % CIBMTR Of#fff ©
X34 0S1F19% TH D, B—EMEHM6 22 B K (1 5). R ToOIFBRMM (1 5. HLARHE A
JEMAZ K — (155) ® 2 WIFHLA R B A K — (2 50). Karnofsky PS 90% K3 (1 55). FHAR
Byt (15) WHN. L FEREARRT L LTHES A, ThLDFHRARARRTFEHVWI:T%
A3 T7IT & o T34EOSI1F42% (055). 28% (15). 15% Q2. 6% G EUL ) iz s i, JE
BRI AML B3 S19 NS T 2 R FBOMNT TlX. CRP = 1 mg/dL, RMIFIRILEK = 20%, FHAE
QeafR, PS=2. JEM#E R —205 BRI STHHE 2L L 7 PHRARK T £ LTHE LTV,
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INZFNOHEEZIRTIEEDI VY P UAEKR LTz TFHRA T 7 TIE2E0S250-1 5 46.3%., 2 5.
24.0%. 35: 7. 7% 450 E 0% TH o721, Ml EX D, JEEMBAMLIZK I 2 HEBHIZ X -
TEMEREGEIIIFFCE 2 BHFRIROATE Y, Lo FHR a7 SN S BHK - PIE
ML R F—DAHLEE L CHICETE Z 2L0E03H 5, FEEMPOBMEETLE X, TUEEZIHR
ZHfb L7 MAC Z WA EAIZH 2 25, MACDOEDRIC X Y BEHREE T2z 7 v 2k Eiko
EBMT & EHNOHT TIIE L ATV W12 B4R, PS, AOHER &b F M L OGRS 2 8H
VDD, FF—I1tBL TIXHLALABBAL,. B E &0 TR & Th 5 0,

AMLD2BIH OB EEIZF L T Ww, EBMTO VYA MY —FEIZ XL % L 948 A D FH ¥
AML B3 128 L C 2108 B o [7 FE Al 0 B AE 13 54E 0S 2517%. NRM 2342% T & - 72 %, Donor
lymphocyte infusion (DLI) & R U 7258878 T 2B H O [MFEB AL RICH 2% W 2 L 22 5 IEH I
TRIF29% KD o 72 h5, 54E0S1319% (DLIIZ 15%) TH - 72 Y, CIBMTRIZBJ % 1788 A %
WNRELTHMECEFAERME» LB oMz er A TRU 5 725A. 34£0SI1E1-622 8T
4%, 62°B 24ET12%., 2-34ET26%. 34ELAFET38% & M F TR B 2540 & CTH WAL R
E o720, BAERTALE IZIEEMRI AML £ AR IZ, W LM EZEB L LLLHW T 2 0END
2, 2BOBAHIZBR LT, RFr—%2ZE22ErEI I TRERSVTIEWVWZ W, EBMT
VYA NYVFRTIE RF—%E 25 2 L FRICEEL RS T o723, CIBMTR 225 O35 TIE
RFr—%Z22Z L TCTFHROREZIRLNT., 22> TEMEGVHD 3INT 2 L HELTW3 Y7,
F 72 2B H OB TIZAM GVHD. 18 GVHD 2383 2 2 & B s nTw 3, BRIz 14E
FEFENR L L Do 2 BHE 325 AITHS 2 CIMTR Of#EHT Tl Grade 11-1V 24 GVHD 4346%. 12
PEGVHD 2575% 1c R o722, L EX Y206 H o MEBMICE L it {84 OREH Tt % HE
AT 2R E DD B,

6. BlERHITEEICOVWT

FFERAIRIC A L 2HE O TRIIMO TRETH 5, T, BN 0L & 1@ O uEH)
EFR L VEAZROFFERIES L TCETE) ., BHROBR T & LTOMESHEES T
%, T Z T F VLI, FLT3HESRIZOWT TRt~ 2%, IDHFHZES, venetoclax, TP53 (2
X9 % eprenetapopt b BAHR DAERIBEE L L THORMBEMTH 205, TR LT — X BEREEHINT
WV O EITEIET 2,

6-1. BiXFILE

azacitidine I3 HLA ® fEEBEPUR O F B % EIF 2 2 L CGVLMR2FEE I 2 L EZ2 LTV D,
L L. BIWERSEIZX o TR TS R WRERIBL W2 L BB TH 2, 18T ADE Y 227 D AML/
MDS % (AML: JETfE, ¥, BmMHAN L B—SRHon & I FTEREAR LAl - BT
HE%H S 5, MDS: IPSS int-1 BLE) TBAER T ITE L T 5 B3 I12X L T azacitidine 32 mg/m?/
day SHMH%Z28 HEIZT129 A 7 Vvix53 2HE L IR EGRED 2BE 120 1 CTHEME S 7238 AR T
azacitidine D ¥ 5-23FpRfH4 I A 7 vz & & D MEFRA G O h Yl 2% azacitidine 3 5-5£2.07
A, JERERE1284E(P=043) LEREDSRLNL Do 729, azacitidine ZREIPIHEG TS LW & 28
A ThH % D, azacitidine DFEIAF TH 5 CC-486 Z BMite BEMEIZF]E L TWwW 3 AML/MDS £330
NITRLT200-300mg 7 HRH L 13150200 mg 14 Hff% 28 HBITIR K 1294 27 vk 5 L7281
IAHEBR ClE, FIRAE9 1 7 )V & azacitidine & [LER L CRAIMHR G- HEETH D, 14EOSIZFIH T
86%. HEH T81% LAV R TE 2K R TH - 729, azacitidine & D IH ZHFH L 728 H H
D, 10 NOBHZREMIZEL TS AMLEF 12 LT, azacitidine 30 mg/m* 7 Hff & GO 3 mg/m?
IHMZ28 H. ARATF A Z VEBLIZHMETIZLA M) A vay bo— L EEL TI4EOS 28
70% vs. 59.8%. 14EDFS 2560% vs. 42.8% E BRZIZ O VWH OO, BIFLEMSR LTz, Ly
L10 A8 ADEYYE, R L EDTHGODHWi 2 RFEL S, Zofth, venetoclax &
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T 2 NAHEER (VIALE-T) dfTbTH ), fEREFEL T2V,

decitabine I3 B IR £ THATE Y, IR/ MEFTE2HEREIELN TS, 1TADAML &
SADMDS B#H THAHKLEMITE L T 5 BEFITH L Cdecitabine % 5. 7.5, 10, 15 mg/m* IR D
. SHREHR S % o lEE, A8V A 7 V&5 LTI Clx 9 A0 FEF, GVHD., EYYET
T L7205, 8 NIZ8Y A 7 Wik d EffE %S L 7z, 24E0S 13 56%. DFS 1248% T - 72149, RKIT,
B R7 (FPHRARRT2HET 5, BREEE. b L IZTRME) © AML B3 TBAith. MRD L~
NV DTEMRIZENE L T 5 38204 NS LT, Btk 60-100 H 2 5 4 & decitabine 5 mg/m* + G-CSF
100 pg/m* SHH % 6-8 @M, K6V A 7 VIRETHET IR FLOBEIMI v X afukt
3 Bk T 1% 2 4F CIR 13 decitabine B T 15.0%. 7 7 & R#E T38.3% (HR 0.32. P < 0.01) & decitabine
HTHARIEREIVET L, BYEGVHDORERIAFRES AL L o, AEFHITBHL T
decitabine B 5-F TIXIFPERMDIE DL S BO S NT25, 1T LA EDGrade 1 2 TH . FEFHRET
RITEHLTHARELA LN L o T2 ¥,

6-2. FLT3PHEE

midostaurin 122\ T RATIFY 3k TIX AR ANE % %2 1 72 231X midostaurin MR IE 2 2 1P Tk
59, BAE O midostaurin HEFRFRIE D B RIMEIZH L TR Lo Tz, £ 2T, B—EMY CHME
FEAl % 9218 U 72 FLT3-1TD AML & 60 A 12 % L C midostaurin (100 mg/day 48[4, 1294 7 v
FEHE) R E5BEE 7T 2 RBEE B IR L 72 B 1A RADIUSiBR 23T b Tze LA L. 1820 H ORFS I
midostaurin B T89%. 77 £ REET76% (HR. 0.46; P =0.27). CIRIZZFNZN11%., 24% & BHRE =
BODLUDo Tz, HEERITE L TRIMELEER 25 midostaurin B T% < &b, 21MEGVHD., 184
GVHD OFIERITEIZH L NE o 12149,

sorafenib 12 D2\ T22 A @ FLT3-1TD AML ¥ (16 A 0338 — g1, 3 A 388 Z M. 3 A28
FEFEMRIR) 12k L <, AEBAE%45-120 H 2> &, sorafenib# K800 mg/day D% 5-& T, 12228 D
sorafenib DHMERFEIE 21T o 7288 TAHEER Tl BRI IiE 17 22 B © 1 F I EA TR 5%, 17
F95% L WIHFERTH o 729, KIZ, FLT3-ITD AML £ CRMBBAHBLEMIZFE L TW383 A
IZX%F L T sorafenib (400 mg/day 14 Hf#l, Z D800 mg/day 24 0 H) # & 77 e REEL O _HEM 7
v & ML EABR & L 72 K 4 Y @ SORMAIN iRER T, BRI R Jefi41.8 5 A T24ERFS 1
85% vs. 53.3% (HR 0.256. P =0.002). OS 90.5% vs. 66.2% (HR 0.241, P = 0.007) & sorafenib i3
FTFITBNTH DFER E Lo Tee ¥ TN OFER TIX, BAMETMRD 324, BAf{% MRD 3051
D B I1TH L Tsorafenib iZ & D BRI TH - 72149, BAfwi#4 CHEMICEE L T3 FLT3-1TD AML
HE 202 NITX LU CTsorafenib iR 5-FE & 77 v RERICEER I, FHRE2HEBE L HED L OHE
TH. B 14D CIRI1E7.0% vs. 24.5% & sorafenib B CHEY TR 2315 6 iz, 2MEGVHD, 18
YHGVHD 2 & RWEA TR BEREZRZR O NLT o Tz, 2 OB TIZEELL E o BF ITBAER I
sorafenib # 3 TITI G- S LT Wz s, HEFIZRRITLTWDE Z EbH D, BHHIRS IZHIRITK
L CEE RN CRLEDED b b o 72197,

quizartinib {22 W TIX 13 A FLT3-1TD AML &3 (B—%M b L < 1358 %) CRMBMERIC
quizartinib 40-60 mg/day 28 H %5 % 24 4 4 27 VEHE L 72 5B THREBR TIE. 10 A58 14EDL_ERRRE L.
ZOFRTSANIZ249 A 7 VEETE T2, —ADBIT A 7 V1 ORICHEEIS AL Tz, Grade3 M LD
BIVEFCT% 225 T: O X MIRIEA TH - 72, & 512 QUANTUM-First 3% T i3 quizartinib % B A% b
RS2 2 &L CHRIZAFRROUEN AL, EWNTH 2023 F KRS iz,

gilteritinib 12 O\ CTIX FLT3-1TD AML TR T 12 Fa# L T w2 35 124 L T gilteritinib 120
mg/day 24EM & 77 R EDZEHEM 7 v X LI (MORPHO #ER) 23T b Tz 3, &K T
IZ24ERFS 77.2% vs. 69.9% & EHFAFMHICEREZSR LT, REFT LU0 L ko, 72720,
ARG S U < 12T O MRD BB 12 BR 2 & gilteritinib i CREBFFKAGFHM O LR %589 72 (HR
0.515, P =0.0065) ¥ 7Nt OFER 25 S 0, —E5 0 BFH TIRAR) WHERFEE I 72 2 WREM: % i
HTW5B,
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ATREMEDVRIB S T W B Y, 7272 L TRUMP I I B HERYE CRAEIE & HIWT S W HE 2352 S 72 G
DAHDVBEFEINTWS Z EITEE L., RE OBHEEIG O IEEIZT 5, FEBRE AT & Hk
SNBGE. FOXNRIZAPLYSN D AML LAEETH 2,

I. mE5%E

APL D F & A & (>95%) DREHITt(15;17) (q24.1;q21.2) B & FPML::RARA 38 b, WHO %
FHEE 5 R Tl acute promyelocytic leukemia with PML::RARA fusion, 1CC %r%HTl% APL with t (15;17)
(q24.1;q21.2) /PML::RARA L 3 3EE 15 >P, % T RARA 23 ZBTBI6 (PLZF) 7% & PML YAk 055 T
EN—bF—=LTH0HD . ZDHAILAPL with a variant RARA translocation (WHO). APL with
other RARA rearrangements (ICC) & S 3, 7z, RARALFRI UL Vv F /A vEZEMREa— T2
RARB=° RARG HSRIEHBAR T ZTEH L APLEROEKG & 25 2l bt S hTw s Y,

—#%H9 7 APL AR IZAIE I 8 E 2R Auer/IMEZ & D, % 7z faggot fllfiE & MEIZ4L 25 Auer/h
ROHRE D o M LIELIERRO b, APLICRHMIN LA TH 2, 20k D HEE LEN R
& 2l % JLRERY 7 43 #H T Id hypergranular APL & BESs, —75C. microgranular APL & X4 2 JERER
AU, A PN EERL A 2 7: O G BEMEE L BRI h F VAE ST, E L RE L%
b OD VU TH %, EHED 51X microgranular APLIZRFIZHBRAR O AML & ORI H3RIE & 7 2 25,
microgranular APL <T@ - T % B 5 2> 72 AL Auer IME % 5 5 72 APLAfIIE < faggot ML 23D #2255
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HBBD X DIz, MFEAPLITRHLTIZE NIV AV F 2 A VB (ATRA) LAL¥EEE (T P o% 4 2
VR, Y& 7Y (AraC) &) # O L 7238958 (ATRA + L28E) 38 & CHEHRRE L ST
D. FPETFUET D ATRA + {LFFEORFERELT L IS N TS, L LiE4E, ATRA L
L i (ATO) O % AR & LIRS % i (BIR U 22 W 00 ATRA + ATOSETE DSBS & e, 15
APL DIRIERAE 23 £ L T w3 (ATO 13456 APL 2R L CIREIWNMEBOER L), 2D 7: 9. ATRA +
L2 & ATRA + ATO TR FH TR F1EL 2,
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MERE & MM Z Wz Sanz 512 & B2 YV R 7 03 TH 59, Sanz T \m%wamﬁﬁ
B /uL 2o M/IMIE > 475 /pL 2M& ) 2 7, HMERE < 1ﬁum@ommWﬁ§4ﬁum#¢%
VA7 HIMERI > 15 /uL3m ) A7 L3nd, BRICHMREIIEZETH D, HAD Japan Adult
Leukemia Study Group (JALSG) APL92 &k T d HIMEREL 1 7/ puL DA I3 #K 773 (DFS) O T A
BHETFTHo 727, fITIZAPLAIIETOCDS6MMELR E3Y AZRATF L LTHILNEYY, ZIwvo
T2 F B TR, 52 Sanz 02 BRI X o T, BB A D 2 W I HIE & R % e Bk
T HADENNOHBRTL I NTE 25, 25 DTFTHRTFHUEAEF X upfront ITBMZ(T 5 22 L D

OHWHZIZHW LN TVWT WV, D TENEBRIELNTIGEOTRITE) X 76TH LW EFTH
D (V. ERRRAEZIR) . APLTIZ Y 227 12X 63 (0 F%¥0) B—ERHCoBMIHR I At vz o
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EIEDOHIWTIZ1Z. PML:RARA %V 70 < & 10 O RE M AIBE 20 &M £ 72 1R PCR SV L L

29



JSTCT monagraph Vol. 104 EMBEBIA T 51> — BRBRLENR (ERHITN) |

2", 5EEPCRTIZ50 2 ¥ —/ugRNA A 104 I12HY 3 2 2,

ATRA + ATO IZ X % APL OIRFERGE IO TRIFTH 2 7: O, ATRA + UL TR S iz #1%
AEHAFD% S IZATRA + ATOTIZ Y A 27 E X6 WY, bR TR TR T TDH 2 IH%R1H I
BREULATRA + ATO THEETH D, HIMERE G/ pLATAMEHEY 27 [ 15 /uLiBosEm Y A7
LE NG, WEHOHKRABRIZ BT 2R Y 2 7 APL O EHIME 1 x> A 1E3K (EES) 13 B 5L 4.90%
M ETH 2>, ATRA + ATO OBHE O HIKIZ 1%, ATRA + {LFEE OGS L AR, BERO
MRD iHli SEHETH 2,

V. ERPRBAR

1. APLDEYEE

APL TlE T —# OB % BR\V 72131382 T OIEHI T PML:RARARM GBI FEHE L TWVW3, Z0
FEY)T®H 2 PML-RAR il & & > /8 7 DYRBIEITIMO THEZIZ7:5 %2 L TE D, RARaIIHS
3 % ATRA. PMLIZHEE T 5 ATO 1T & 2 LB EREIE O B WERIELH b T W5, APL O Y
HTIE, BITESG LIZATRAE, 7Y b I7H 427 Y YR AraC & W o IHbEEEE A S bR
ATRA + {L2ERE SR 1IN T & Tz, L L. T4 TIZATRA & ATO D2 K| % 6fH 9 % ATRA
+ ATO A S 4, WA FEE CIRRF IR AT HIMEREL L 5/ u L LS OfEHE ) 2 7 APLIZX 3 5 15HE R
L LTHESITLATWS,

APLIZK 3 5 ATRA + {LAAFE TIX, BRFEARE CIMREWER 215718, BRHREEL LT
Bla—2OHE O, BX CHERREIERSN OB K TH 2, £ED 5 ATRA + {LFHE
ZHOWTERREBRSImE S N TE ). BOWIRRDRCBECEMEZER T 2 72O Ok 4 L LRI TEFRE
A - HUE D « MEFFD Z N E N OBBETIRA DN T ST, Lo LEIRIRBROFER 2 & i & 2 1B
BB I3 EREAREDL DHREEEF T2 L YAV ELTEZRFEE LS, B2
VI XY OREGEA - HIED - MEREE T AR DD X LI EREIIE LTEIT 2, wWIho
BT 8EI~9EREORMABEIMEFLNTEB ) RELER I L WO, KTH 1L Japan Adult
Leukemia Study Group (JALSG) 12 & % APL2043Bk 7 &, HARANZ NG L L 7cilBRicit o 1260 &
BT 20 13HI#H - T WD Y,

APL204 Tld. IR¥ERT ORI A MR B X CAPLAIIEIZ Xk o THEME AR % R L.
ATRA BLH| & 721X ATRA & 4 £ E ¥ > (IDR) * AraC # G L 72783 THh 219, HulE o %%k
3a—A»5UD, AraCE L CHE I —ATRLLZ T I A4 27 ) vBHAVWLND, APL204:
B C UL M [E O & T 1% O B il FHAT T 122 AR (RFABR TlX PML::RARA 3100 2 ¥ — /ugRNA FKiiif)
TH o THER 2 RIT, MEFRRE L L TATRABES 7213 & I N0 7 Y EEAOEEVEALE] D F1F 2317 b
Ntz (FINu 7T UEFPIFAPLICSY L CERNRBEHSN ., £ 350 7 »IZ APLAIIZIZAT L ATRA X
DdbEWHMbiEERELT b o7c, HRTHBSATAEHKVF /4 FTH L, ATRAZZIFZ I Na TV
12X DRI VI D BAITI4HOWIRE 3 » B T L1224 S iz, APL204EER DR
BIRIE 1. R TTELEREE (0S) 87%. fEA ~Y M1EEK (EFS) 79% L BiFThH - 729, HiE &
% MRD P& CHERFETE O BEAEALE D 51 23T b T REH CUE, EAFEART O 3 MmERE 5 /uL R
i O - F Y 2 7P B T 5 TEMBEFEAEFFE (RFS) 1L ATRARERY%., £ I N0 7 v H#£94% (P =
0.261) TWIFND BIEFTH o7z, W1/ LU EDE Y X7 I TIZATRARE62%., £ I a7 Vi
89% (P =0.034) THH., BY AZHNTBNTE I N0 F I & DHERRFEIIERNEICESTH 2
ZERE N,

#F APLIZA 3 5 ATRA + {LFEFIE D BAR X RIFCTH 2 23, FMETIE. ATRA + ATO 23p% &
. ATRA + {LEEEFITR D 23 72 TREHEIRIR & 70 o TW 5, APL0406 3 BR Tlk, HIMBRE1 5 /p
LU TR OIEHEY 2 7 #)F APLIZHR L. ATRA + ATO & ATRA + {28 D DT T2 7, ATRA
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+ (LR TR, ATRA L IDRIT X 2 HMREA, ATRAL 7 v b 794 7 Y Y RIEHIT X 5 HulH
$H3a—A, X FATRA, methotrexate (MTX). 6-mercaptopurine (6-MP) PARIZ & 2 2 4F- ] D ffERF
i (AIDA2000 70 b 2 V) ASERM S 172 '®, ATRA + ATORED EMFE AL, ATRA 45 mg/m’® ¥ &
U'ATO 0.15 mg/kg 23day 12> 5582 fE (CR) 23455 15 £ T (FKday 60 £ T) %5 & 1z, HiH
& TlE, ATRAF45 mg/m’ 2 MK S - 20 MAKRE ZEF7 2 — A ATO1%0.15 mg/kg ¥ 5[5 T 454 [H
5 ABEREEZEF4a -2, EREKREG ST, ATRA + ATO TIHHERFEIREIZER S o
7z 50 # H EFS 1% ATRA + ATO#£97.3%. ATRA - {3 E#£80% (P < 0.01). 50 » H OS 13 ATRA
+ ATO#£99.2%. ATRA - (L2 92.6% (P = 0.0073) TH U, ATRA+ATO D8 & T & WA $h
RENTZY, AMLITIRBRTIZE ) X7 O¥FEAPL x5 E LT, ATRA + ATO & ATRA + {b22%
% (AIDA) DOEMEAL B DS E T S 7z 'Y, ATRA + ATOBEIZ B 1 % ATO D #5757 1Z APL0406 75
B3B3 25, KEHEY 2 7 T D 44E EFS 13X ATRA + ATOR£92%. ATRA + {LZEEEERET1I% TH

D. I D ATRA + ATOREDMEN T W2 (P =0.008), =Y A7 HlDOAIEZ, ATRA + ATORETIXE
8 A @ J5 Al day 112 gemtuzumab ozogamicin (GO) 6 mg/m? 2%BI1 S iz, & ) A 27 HD 44EEFS i
ATRA + ATOBET87%. ATRA + {L2EEERET64% (P=0.07) TH D . BZ 5 IEFIEID LT &
IER L TR ERZIRBO N Lo 7:H DD, ATRA + ATO#ETEFS 288 T W 2 fiH[f) 12
Holze TNH2DDIVERCILEGAERIZ X D EEHEY X 7 APL Tld ATRA + ATO @ ATRA + {225
BRI 2 BB RSN TEB Y. #HHAETIZATRA + ATO 13HEHE Y 2 7 APL OFEHEIRWE & LT
MENL S RTW\W3,

Y A7 HITIE AMLL7 3B AT S DR TATRA + ATODBERMEIRBRENTE D, %
12D ATRA + ATO 2MEHERED O LD L ST E 725320, 20254E12 ATRA + ATORE & ATRA + 1t
SRR O MR A L His Bk T & 2 APOLLO #BR 2> 5 ATRA + ATO DA ) 7 ki 23455 & iz 2,
ATRA + ATO B D Ef#E A TIiE ATRA iZday 1 225, ATOldday 55, R EFNCR Z THE S 1,
ATO BARAHT © dayl & 31ZIDR 12 mg/m* 8BNS 117z, HB[E & P& iE 1L APLO406 FKER ICHE UET4 a2 —
AT L. HEREEITE S N Do T2, ATRA + {LAWEEERE I3 AIDA Wi CEMEE A 217\, HiI[H
& TIZATRA + IDR + AraC, ATRA+ I b¥ ¥ > b o>, ATRA + IDR + AraC DFF3 3 — A # {7\,
MEFFER T & L CATRA + 6-MP + MTX % 517 2 — 21T o Tz, 24E D EFS 13 ATRA + ATO Bf T 88%.
ATRA + {LERERETT1% TH o 72 (P = 0.02), COVID-19 DFEETHEZFEIAPIE L 7o 7203, &
YERALILEGABR THEIZ ATRA + ATORIEDOFEMEIRENBHERE LD, 5%, HIY A ZHITH
ATRA + ATO 288 & LTRSS WO X H Itk b EFE 2 b b,

ATRA + ATO 3L EEFE OB G- S RARRICII 2 bz 2 & 2 b BN RIF 72 QOL 23R 7z v
ZEhbEEINRTVWE Y, BIE, ATOIXHIFEAPL 2 L CEMNMEBEH N TH 2 25, KFBTH
ATRA + ATO D35EEvIRE & 7 5 2 L B HifF s N 5,

2. BEAPLOEWEE L EMFMIEBE

I APL TR 5 ATRA + L ER ATRA + ATO 12 L 2B REIZRIFTH D, T b DiBE
12 & o THOTHENERIE O NTIEFNIZ O W TIIBHOBE)ISIE 7 < . BAEORS & 72 D IZFEFHAGIz
BRoN2, TNTH 20, HEEEOHIEOKT £ TIIOFHNEMRITE L WL 2o 12355 X FHFHA
ICHEL THIR T 2,

ATRA + {L##ETCR S L Tz D b OFFAFNIZX L, FIT ATRA + (L5 TOREBRRE 21T
WCR2 Z A L 7HER 12260120V T HERBAE - AL S & BRI O HIE © %217 - 7: 8556 D
e 24T o TR GRS T, BB S0HI, MEBM 236, Z Do HuE & 49610 74 0S I%
ENENS598%. 51.8%. 39.5% TH D, HRBHMMHIIMO2FF LI L THERICOSBRIFTH -
722, RFS=° EFS 13 H HHt & RSN T2 X 0o 72 A5, IRRBLEIE T 13 H S84 6% 128 L T H
FERAETIZ39% LM <. AR CIZRWIREBESOS TRk 6 ¢Fx bl 121X LH
FIEAETIIBART O MRD 23 5PETH o 72260 1 il I X FMRD AREHI 20 il 6 il THFE 34 B
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720 A XY 7 ORFER 15O BREHBMICE T 28HE Tk, BILEOER MR & L TERILS
NI HOBHEDO MRD 2 &METH - 72 801D 5 b 6 il IZ AR BIE AR H 28 » B CTH T2 EiE
ZHERF L CWic—B T, MRD B TH o 72 7013 &6 258 fith th iS5 » A THFE L2, 2ToHvo
TZENR 2 5. APL OFF2 I P CR 235 5 LT EHI TlE, MRD &M & 7 o 7235613 B B 3 HE
I, MRD 20 GE ZRAEBM MG S D X DItk - 72,

BRI L TATOZ W HEBEEIMTLNDE LIl L>Th, CRRBE LN BB ETH
TOHA LT 2L, RIF D CRRCTHSBMEIT) 2 L8 E LW, JALSGIZ & % APL205R
ABE T, B S AARBE LT, BRAPLICH L CATOBAN X 2 EREA, BXUF2a3—20D
ATO HFNZ X 2 HIE & 21T\, N—=_ZA MV Y X v E L TOKREAraC#EE (AraC 182 g/m* % 1 H 2
[, 4 HH) %I AFRMMBMIEZ R L7z LT, 7207 7> (1[A1 mgkg » 6K Z & 12 AR,
day -6 ~ -4)/ A V7 7 7> (70 mg/m%, day -3, -2) ZHiALE & U 72 H SR MM 2352 5E S
. 54EEFS 65%. OS 77% & BIF G 2 3E L Twa Y, Bl S AP TORIIEAPLIZH 244
HEVEHE L JALSG APL204#8BR D & 5 %L ATRA + {LFHRIETH 2 2 &6, ZOHROFHITK LTI
APL20SRERBR TITh N7z & D W ATO T & 2 RIRRE T i L BRBAEAN L L O MFEHERN L E 2 5
N3, B, BEIBHEILEIZRO7ALVZ 7 YiZHWL AL T->THE D, AML T2 H
WHENDLEETANT 7> (0.8 mgkg - 6K T &, F 721332 mgkg - 1R/ H x4 HH) 12 S#iz
52 ERIFLTHLY,

AR, FEAMEITIZ ATRA + ATO S#IFEAPLICK L CEMES 2 X 512 ). APL OM[EAHE & H
F1% ORUBHE DA B bR IZLHEL LTS T WA, HIEEERO 3 REHE L AR LT
2. B DB RN TH 213 ) BFRBH O H 3R T w522 Cancer for International Blood
and Marrow Transplantation Research (CIBMTR) 2> & %, CR2IZB 1} % HZ B4 624 & [FAIFER 4 232
B D HUBERAT 2S8R 5 S LT 2 28, I REIIZ 19954622 5 2006 4E T, 2 O #ARIHIZ ATO 23EHR G
ENDEIILL 5T, BHETOATOR G OB MOBAERTERICE 2 2B R L I EEE
1338 & N7 b o 72 (hazard ratio [HR] 0.598, P = 0.25), HSMAE & MR O LK TIX, SEFHR
X HZ30%., [[AfE18% Th o 08B REET L K (P=0.40), SERBEHEIETRITHFK %, FE
31% CHEBMI I G EICRIFTH D (P <0.001). S4EOSIFHS75%. MFE54% & HEBMHI G EIC
BT Wiz (P=0.002), European Society for Blood and Marrow Transplantation (EBMT) 2> 5 % CR2
THFE G4141) 7212 [FFE (228 ) A % 52 1 T REHI O % T RN 385 S T 32, BAERTO
BN AEOFEMII R 7225, CIBMTR O#RE & D T L W 2004 4F 5> 6 2018 4 IZFEAH % 52 1F 72451 % X
RELTEBY, ATOBREGISNTEf S LHNS NG, BFBMEITFAEBME L D IEFRLT
BEFEIZH 7 < (HR 0.15, P < 0.0001), 24 leukemia—free survival i B 5% 74.5% vs [MFE54.7% (P =
0.001). 24E0S 13 H582.4% vs [AfE64.3% (P = 0.001) THSRBMEIERIEA TV, HEEHOD
ficix, FETHLZ L L, BMH BT TOMMBEWZ E20SIZOoVWTOERERFREIIFNH
FTHoTz,

L7235 T, FHAPL TlX, YIEREHR O & BRI 7 & 258 L ClY) 2 RuREE 2 #INT
ZHEDDH 5 H(ATRA + ATO % O B HIFEF TIX ATRA + LK%, ATRA + ATO# O Ml ¥ <
ATRA + {2012 O FEFE T ATO A2 ATRA + ATO %3&R, 7t &), REBEE% 12 CRIZE)E
L. MRD M35 6 N 72358 13 HFBAE 2 17V, MRD B 054 13 REBH % #5352 o 235 ]l
TH D, B OIS T WIEFNZ X U TSR 255 S 115 25, ATRA + L2284k O I IR
LATRA + ATO #SEfEL 72 & 25, B LTH 186 146 CRIIIZIE o THFHE IR DFERF S
niz Lot d H 00, WEE L HH CRAROEMEIEIHALNLIRETH L, GOLEX I NT T
VI EOFHIEF OB D IE 2 TH D | IWFREDH LA RNMAER TORELIMETS b,
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