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(X C®IC

SMEEBEYE A R (AML) I3ARF O 1E AR 2 ORETHT B3\ T D % < O [RIFEE Mg
BHAITON TV LRETH 5, KRB LEKRBE, LHE o NI T Y 2 D MOBRE LKL TR
FELTWwa 2, RESE, FROE, D TFENBERROBELMHGELRE. FRPUL2ICToTW
TWHEDZ W, B3RP LHEARANDOYEET TR, FoicBRS nEENEH, FPRTIUEF. JWEW
BERFRZAE ORE. FBEEREL LI2o W TKIRICERZ BHE ST, SMEFHMS R (AML) ©
B TORA D - ZETVRALEEZLND T —XITMZ T, SHOBEIZOVTRLTWS, X
BT E BB I (APL) 3B R CEERE L, KIRTUETTFEL T2, 20 THINK
https://www.jstct.or.jp/uploads/files/guideline/03 01 aml03.pdf &SR & 172\,

I. MREH

E MBI, FEE T, B LESREESLEHEOBRYIED L\, #YI L FF—0w b EE
DBXHRE LD, BEZDERITIHATIHEER TS BRI & Lo TWwWa 5, BMHIZBERTHT B
REDPEIDFERORMISD 5, RHREUIRVEF THIE 705 LT D BRI S 13 EET
LEZWHEDH 2L, 1R L, SEE CRIFFERFETHIEMT 2 L WO HE S H D Y, BHEIG I
HEITHMHN I RETH D, HEHEEFELAKOBIEZ T2 LN TE2EME»ED »THMT 51
. BERREE. BBE Y X7, OFFRE. BRENPEARE. FEMRME. faSKE. KB EIHHE L Lok E e
#ili (Geriatric assessment) 2179 BELH 24, T XTOHEBICE L CIHMEi$ 2 & A 2 kR 2 2
3278, G-8. VES-13. fTRSTENAZ ) —=v 7V — & LTHRIZNLDY,

I. mE5%E

PERIZHERZEA L LTZFABZEIR S VWb T S o3, REARE, BRTFERO LM
HIMEORBA & FRIZKE L2720, WHO D EHSGTHE 40 (20164F) 2 5 135 tafk - EIE T2
WEREML 2SS TWS, WHO 2 HHE 4 i1 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) @ :[FAl#E4E TH - 72 2%, 2022412 IARC, CACs
BRI DF L WEBRDFHSFE S NI, T I TEBMIBEO THRIFHEEE L, CACs»HoHEI N
7z International consensus classification (ICC) 2 3E 2> \W Tt $ 27 (£ 1-2), ICCH¥H & WHO %
R S IR LB 1206 U 7 AML 2 SO B #E°. AML 2T OIFEKEI S, CEBPAZ ., MDS/AML,
TP53Z 5, BB % 45 AML (RUNXI OHMIIBER) & &L OERITEVWLH Y, ICCHET
TEETRESEAS L BB - BRTFRELZE T2 EILTIHIIET 22 LItk o
TWwd, UTFICZORMER~2Y,

1. B gtk « SBAR T 5% 2 fE 5 854 (BCR::ABLI % X 7 85F LN 13, KW - BROLEG#
FPI (ANC: all nucleated cells) FDIFEERDI10% L ETH UL AML L 2Hi3 %,

2. RARA. KMT24. MECOM DN 7 v MR, ZOMOMZEERTFERE S, FEN TGEEFE
WEATLOHMBODFIZH LS G,

3. CEBPAZERIZHE T V)V « 7 VNVERDODHED L, bZIPHEIIZ in frame B EEZBF T2 0EI LT
EERT Do
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4, AMLIZEW gtk - BETEREZE T 2582 HR s, FEREIE2310-19% TH X, MDS/
AML L EFES NS, BEEE, MDS D L  IZMDS/MPN 2256 OHERE., H 2 W IFEFEHINRINZE
BAE) AMLIZMSI L7z 7)) — L3 L was, HEADOD L ITBAIGEL L Cat#E$ %,

#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) (q22:922.1) /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; F1Z
RARA LBEETHBRZEZ T, ZOMOMRT: 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::KMT2A4; 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)/
KMT24::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) /MYC, 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 BRK 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;q22.2) /FUS::ERG; AML with t (16;21) (q24.3;q22.1) /RUNX1::CBFA2T3; AML with inv (16) (p13.3q24.3)
/CBFA2T3::GLIS2.

|7 Vv« W7 Vw3 i 30T CEBPA RIS F @ bZIP ST in frame 22 % H 3 5 AML.

1 ZO% X 78ET /A AMLIE, B - KM OFIRENIE H320% A L TH 5 2 LB ITITHETH 5.
H#IPERITPS3 7 VVORIEBH 2 L LEMDT, TPS3OERT VABHED10% U EH 2 Z L TEHKES NS,

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

T T ROYPEFREIC L > TEFKRS NS, Complex karyotype (AL : 3 0L EoYuafk B 2H L, o IcE
FNDHET - POEERENT W BERE 2L L VIO EO FY VI — (K Y I )0k ) wE2BhiEa s x

W, Unblanced clonal abnormalities (R O Getfk 54 : 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 FOWEL NI GEBECOVTRIET Y ABF+HID7HE)

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

HLA#A  HLAL 7 v v

HLA & [F g i, BRI A Wil HLA A
BT TREGHE 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 7ciR S 2 % 2 HET 2

TRMEZTR > CTHIRBERBEIIARTH 270, HEELMFNTZE T L L VWIEKRTCO & Lo, HELEE L &ECTIHHE
IEOINE oY (Sl AN

IR —EPUEAM X, 1. HLABE AR, 2. HLABSIEMm#E. 3. HLAL FURAE S k. HLA 7 Vv 7/8 -4 I i,
J . HLAEAHOIETH 2

(FHEROREERLL, 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 TFHRRETBHME SN TWD, @i - BIRTBE, Fin. £3RE, FER (de novo
DIRMED), BIEROBRELELDHTOoNDH, IN6OFR TR MO LTFHERTLEEZLATY
3 O PYLEFEL - BETRE TH 5, (ERIFYEEARZEIIE S S ML S Twizas, Pz
NS N ERGEREEO T CREDBIZTEE*E T 256, TRICRSEET 2 Z LHL
£ D 2017412 European LeukemiaNet (ELN) 2 b Q¥R 8 & B T B2 T fl A G be e TS
FEORIBE N7z, 20224E1T133 BT v 77— DA N FHROESRE s 11z (42, 20174E L 1
BLTEE, LS NIGSMILITTh 5,

®4. 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 - BEFEE

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 BEIFETEL LW,

T PRARPOEREESEIH T 25 THRAIR LT 5,

TH7Z Vvl 7 VvV OZER D FERZ <. bZIPFHEICT in frame B2 D 25 ITTFHREF LT 5,

§ THAROEBETREIFICALNDLH, ZOHAEH ) A7 HHIZEEL W,

| KMT24 D530 70 & > F DB E T,

3o oY kBT EE L, o) A7 I2E N EEFREEREEI TV BEEAF AL EVWIDM Lo MY
VI—=(RYVYI)DII TE2BEREEZT RV,

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

P14 RIFHE OB T ROARE LS T 28581, ZhSOBEBETREF LD > THFHEALRLE LW,

TTHT VLRI T VVOERPMZERL S, BRT VVBED10% A EOgGEIEEL T 5,
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1. FLT3-ITD ® 7 V vIiz X 2 4 3R137E R O < FLT3 BHER O B3512 X D BT %, Wild-type
NPM]1 with FLT3-ITD 25 F# Fh R 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# 085 F 8% & L CTASXLI. RUNXI VL4 @ 8 1% 7% 2 (BCOR. EZH2. SF3BI.
SRSF2. STAG2. U2AF1. ZRSR2) b THARIZE D, 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 O YR B4 #1212 FHRAR
28T,

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#E {5 F 5% 23
HoTHTHREFOEF LT 5,

2. MRD

{beegitg, TEREEIYITE## (Complete remission: CR) IZE > TWT b, HIERIEEERAFHZ (MRD:
Measurable Residual Disease) D1FEDS TRITERE T 2 W& AR TV 5, MRD I3 G4 (R HERE 12 i
K 9 % 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 HEIEEF O RT-qPCR/direct-
PCR/Next-Generation Sequencing (NGS) TOE &, » % WIEWTI mRNADERIZ L > THIESI
D3, BUIIED & 2 ARSI N THEMEWBE X O 1ZEIE mRNA O RT-qPCR, WTI mRNA, MFC T® D |
MIZERIREBR TIT b LTV 5,

2-1. RT-gPCR. WT7 mRNA

RT-qPCR CHITE, BESMHELEINTWDI T < — U —ZNPMIZEE, CBFB::MYHII. RUNXI::
RUNXITI. KMT2A::MLLT3. DEK::NUP214, BCR::ABLI, WTIT&® V. EE X102 510°TH
5, SHT—ZOERICL VX —F v PR ZBEETF - —FHEMNT 2 LEZ 515, MRD % lll
ETDXA I 7L LTELN TIRIAEBMG2 Y 1 7 vk IR TIRROBHE - R, 2 L CTIRE
ETH2EMIZILHE T EEHE. b LIZ4-6EB LR EMEZAVWTEST 2 2 L2 HRELTVS
9, MRD VNV T I-log® LADR O NTGE 1T, 5 TFENES - BREE 2 %5, MRDV AV TL
AP NTGEE., B CIRFENERZT22L0H 2700, ROICHKRT 2 LEHETH
2, £MRD & FHRICHT 2O —RHIIRS L LTX LD, BINOBEHEUTIZHRRS,

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

WO FER S EREALL, IBEKTHOMRD OBRERTRICERKE L TV, LaL,
RT-qPCR O E & L CRBEEY T AT ). EEOEEMEMZIEL TV bITTIETWS
LR, HIEOHITIEETERZE T 2 08BFIIE L CIEREM A2 > TWaEEdH D, Bk
PAT LU HIEBEORE c BREZERL W S ICEREIBETH 5, EERIZAML-153 5128\ T,
BRI T %D RUNXL::RUNXITI-MRD IZEME TR TH 0 v b F 7 (BHE0.5%. RMIM0.1%) &
DR =D F £AERFT L, PREASER QBRI ICER IR ko721,

o NPMI1ER

NPMIZEFEOMRD b W ICFEFHICEHTH 29, NPMIZRIZIEFLT3-ITD b &0 LT W
D3, AML-1738BR DN TIE2 V4 7 V& TR ORI O MRD 2385 « JETICB LTI L 72 ) R
7 A (F5% : HR 4.80, P <0.001, 3ET°: HR 438, P<0.001) Lt %3 Z L %L L BT TRLTSE
D, BT EE D > TH NPMI-MRD 3 FHFHIRT L LTCHERATH 27, FEBMHORIEIC

5
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%5. MRD & %% D% (qRT-PCR)
<~—b— W rv—7 BER 53] Kigi - &l Cut-off FE AR IR
MRC: AML-15 163 TRES A B 3,2, I-log I8 >3-log vs. 2~3-log vs. 1~2-log vs. < 1-log 12
Bk (ABLIEG T 10° copies)  S4EBRBEHR
4% vs. 30% vs. 42% vs. 100% (P < 0.001)
WEHE TR il 0.5% < 0.5% vs. > 0.5%
SAEABEHR
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 RFEFHHF
AMLSG 06-04, 10° copies) 22% vs. 43% (&) (P=0.034)
AMLSG 07-04, 19% vs. 51% CEMIL) (P=0.008)
AMLSG 11-08, B TR BB, SRR Bk febt vs. Bk
ff\{[LSG 21-13 AR BB HER
R 17% vs. 36% CEHE) (P=0.021)
23% vs. 55% (HKAHIML) (P=0.001)
MRC: AML-15 115 BPEA R 0.01%, 0.5% <0.01% vs. 0.01~0.5% vs. = 0.5% 12
bR (ABLIE{ET 10’ copies)  S4ERBIHFHER
21% vs. 56% vs. 100% (P <0.001)
WK TR Bt 0.05% < 0.05% vs. > 0.05%
SAERRMEHR
CBFB:: MYHII 10% vs. 100% (P < 0.001)
AAH I 0.01% < 0.01% vs.>0.01%
SAERFEHR
7% vs. 97% (P < 0.001)
JALSG 37 WEK TR B 50 copies/ugRNA Hazard ratio, 4.55 14
(P=0.03)
ALFA: CBF- 198 HiuzlE & Bl 3-log A >3-log vs. = 3-log 15
RUNXI:: RUNXITI . s
CBFB. MYHII 2006 FX5R 13—k (ABLEET) SMEABEHR
h 22% vs. 54% (P < 0.001)
AMLSG: 137 FAREAN il kA [t vs. Btk 16
AMLHD 98A,  FLT3-ITD: 2% A4 7 vk (ABLEET 10" copies)  44ERRHHE
AMLSG 07-04  94/245 6.4% vs. 53% (P <0.001)
R WHGA TR B Btk Bt vs. B3
AR IR
15.7% vs 66.5% (P <0.001)
MRC: AML-17 194 e3¢ A I =2 [t 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) SMFABEHRR
59/150 20.5% vs 65.8% (P = 0.002)
NPMIZH  AMLSG: 293 W TR B R R Ttk vs. Btk 22
AMLSG 09-09  FLT3-ITD: (ABLEEF 10* copies) 4 4FZRIFHR
Gt 70/469 26% vs. 44.7% (B (P<0.001)
28.2% vs. 70.3% CRAHIM) (P<0.001)
MRC: AML-17 107 2SS Bk Bk, 1% B2l vs. < 1% vs. > 1% 20
EEUs FLT3-ITD: (ABLE{ZTF 10° copies) ~ 24FA:f7H
34/107 84% vs. 56% vs. 22% (P < 0.001)
A1 Rk, 0.2% B2 vs. £ 0.2% vs. > 0.2%
2EELFR
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) ST SR LR A R i
22/56 FEFIE 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-0702ikBrClix. EAFE AR EHL O MRD 254-log L EIETF L i WiGa, B2 5 L

7205 D3R AR F2 (Disease—free survival: DFS) (HR 0.25. P =0.047). 4273 (Overall survival: OS)
(HR 0.25. P=0.047) OUGEZEDTzo —H T4-loglh HIET L7284, BHOFEIZTFHRICHE
Lrot:'¥y NPMIZERIZY 7 LDNA% MRD IZH W2 H%Ed H 5, KL 5 DT ;t{ﬁ%ﬁtmh
—HEHMRD A v b 7 RIGICEGER T, H 0B — AR AR & 525 U 20 WEEGZ 6 3 5
T2 Z Lo asn ", AEBHEROMRD b FRICBIHRLTED . AML-17#8RICEB 1) 2 5H—&
S L IXERBROBMEE O Tk, BHE - KM & D ITMRD 25F2 172 L BHRRIERITE
o7z MRD 23 ClE 2w 258, BRME GRAYIM 0.2% K. ‘B8 1% RKii) D& 1% FLT3-1TD 25k
D E D PT2EOSD377%. 25% EBRENR L N1, HEIET % DMRD ;t[%'*r% IZEE L 725 A
FHRRITD L LAMEL L 55, CBF-AML & [[ARIZAT L b BRMHICEES 2 6B IE TV, AML-17
19 3B CIRIBHRE TR OB 1O MRD 256514 (ABLEART 10° copies & 72 ) H A 13 copies) TH o 72
100 NIFBAE L L WA TH 30% I HARITMRD 32 & 20 D . 2% X 1 ERBER LR L L b5 72,
— 5 CFLT3-ITD BB, 1R¥HE T D MRD KT 234.4-log Kl D& 1%, HH»% < R bni:
20 AMLSG 09-09 3BRCld, 1EREK TH O MRD XM O H B HAEEETIZERTH o 1255, Bk
T®H > T H MRD 232% HKiili & #ERF L T auid, BIE AR Fh 0l 3.2 4812 35 W TR 80% 3B fif % e Fr
LTWiz?,

® WT1

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

DEBEHANTHES ITHE LS T WIS RD D | %@Ef‘—i)\ﬁé HIE O T i, AR, AR
ﬁé3 DHTOMPEHR LTI 2 L wInd HIEHOBR AN I CHE S A TS, LOIE
HEDRWDMREE L 72 ELN 22 5 Ot Tl BREARIEROBH b L  1EKRFIMLD MRD 232-log M
FIETF 22102 & o T, SHELEFEFEHKE (Cumulative incidence of relapse: CIR) 1240% vs. 75% (HR
0.54, P=0.004) L HEEMNR O N7, FAEBHRHIZEL T, 147 N5 E U T TR Im
® MRD 230.5% DL T (ABLEEF 10 coples H120) OEE. SEO0S. A N EFE (Event-free
survival: EFS) 1£65%. 57% C® - 7z DI LT, 0.5% & D i3 2551337%. 25% £ BRZEH
Roniz?, BiEk3I»BITB L TH 139 AE /5 E L@ T iﬂ%m@ WT1EEFFBL230.5%
BUF (ABLBART10* copies B 72 D) 2> & D »TI4EEFS 2510% vs. 72.3% L BREEVSR L ¥, K
D WT1ELR T FILE GAPDH % housekeeping gene £ LCTHEL TW3 729, Litod vy v 7E
FZOFFHTEELRVOTHEEIDETH 5, K25 D55 NEMGIT L G Tld. KM
O WT1HEAR T 8BS HIE #4712 69 copies BL_E, #HHRT 220 copies MA_E, g 2 [HHEE T 100
copies L LOBR, FHY A7 5EWEHE L TWE Y,

® Z Dty

Z OO EAR F HEE 2B L T, Clonal Hematopoiesis of Indeterminate potential (CHIP) B j# &
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) ZFlIf L 72 PCR, MEF K ZFIH L7 FISHiEDH D, FF —flldo
AEEGZMEST 25, MRDY—2 — & LCIZERIIMNI L 2 LA DD 2 1: OFFRE 2% <. STR
72 LB b K27,

2-2. MFC

8% 7 —LL E®OMFCIZTCD34, CD117. CDI33 % Lo Rikkfifim o Bi¥i<— & —. CD4. CD7.
CD19. CD56 % ED Y ¥ REkFZ<—4F—. CDIlb, CD64 7%t EOHERA~ — 7 — 2 Hladbe s L
T, AMBEHIIEOMRD Z B3 2 2 £ 3HFETH D, EFEAL, HEDOEFEEZOMRD B3 FETF
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WAL D Z & 3% HERE S TWwd, AML 2ABRD 389 A& XSGR E LT T, 294 7 Wik
THRIZMRD 2352 & 5 22T, 44FEHEF L 17 3E (Relapse—free survival: RFS) 23f2MEH6113 52%. B3
PEG X 23% DG 23D 2, AMLITHRB I FHRFME - BIFHETH > TH. BREAREKOD
MRD 258514 T & 2 & 13 B CBBEZFER D35 ~ 15%) &£ SEEOS 1A ZE DO X b 72 (MRD
Bt 70%. MRD B 51%. S EfE 46%. TRBIEIUME 27%) 2, BAlREIZ DWW T, HEEE359 A
DIFNTTIZ. EfETH o T HBALHTIZ MEC © MRD 23850 D354 1%, MRD & & Hoiig L T 34E CIR
1Z67% vs. 22% TH D, EEMBRIHOBHEKE GLECIR 65%) EZENRONTh o 1230, Bilni & B
%491 2> H O MRD % #ili L 7z 3% 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 ., BIHEFELZIZMRD B GIES 2EHIZHETH 5 b D OO TFHRIEDL - 123,

EDRE~—H—%BIRT 2201 LT, EINZA FI7A4 Y TEMRDOa 7~ —4—& LT
CD7. CDI13, CD33, CD34. CD45. CD56, CDI117. HLA-DR. (% Ofth, BER% : CD4. CD1l1b.
CD64) #ZF T2 2, #ZWikED MRD @ #Hfli T3 leukemia-associated immunophenotypes (LAIPs) %
FREST 2REND 205, BHIFRICALRA AT WY v RERRD~—2 — (CD2. CD4, CD5, CD7,
CD10. CDI19, CD56 7% &) O¥Hl, EfMMORY < —b — LM< — 0 — DRIKFI (CD15/CD34 7%
E) BRIFFERICARIBLL TV b <=0 —DXJ(CD13, CD33, HLA-DRZL &) &\ o 7RI HE
HLUTEITZ1T ), WFRERIZIZDOLAIPsOEE&%MRD & LCFEMl L. 2 v F A& 7fHICBI L T3
Lo TEDBDDLH, ELNTIH0.1%Z 0 v M4 7fHE LTHERELTWS, 7z, BAMEIEFL
TWTHLAIPSDVEER T 256035 D . Z DA 1L DIN (different from normal) approach 1230 & i@
WERERL ZRE LM E =T IEH L, FT: L LAIPS 2 E T2 2 L HEETH 37,

H MR A (CD34+CD38-) IR L T, 29 A 7 VB IZIIRFAR B 12 F)5E L < Birhic B iR
B EGE T 2 E FHRARE VI HEL D O, EEMEYIMHE ST 2IHE £ L TSRO
ThHd?,

2-3. NGS

JLAENGS THEELOBIZTFER O MRD ZHI%E L 72 8E 2R W TWw 25, BHEiRTO MRD & F#4 123
LC. EfEMIZH 2 EBHEDORMIMD L IFEHDNA 2w T, 24 0BT AR IZE L T targeted
error—corrected sequencing 1T o 72 K A Y 2 & QT CTlE, BAERT D MRD 2351 056, BiEOY
A LR L TS4ECIR 66% vs. 17% (P < 0.001). 54£0S 41% vs. 78% (P = 0.002) & BEIZFHRIR
BTho723, Mk, BRI OERYICH 2 BHOFRMINDNA % W<, FLT3., NPMI, IDHI.
IDH2, KITZ %123 2 targeted error-corrected DNA sequencing % 17 = 72 K [E O @4t Tlx. FLT3-
ITD & L { IZNPMIZE DO MRD 2355773 2856, 34ECIR 68% vs. 21% (P < 0.001). 34E0S 39%
vs. 63% (P <0.001) L FRIZTFEARTDH o7z, — /T, MOBLEFERIIFERITN T 2 BHE BT
THREEVPR LN L - 123, FLT3-1TD i3 &35 &4 @ duplication 12 & D qRT-PCR TIL I L1z <
WS, ITDZEEF T BexonldZ X —4 v MIZ LT NGSEHTTIX, BFEABERICEMRIZE S
T H MRD 2350 %4E. 44ECIR 75% vs. 33% (P <0.001), 44E0S 31% vs. 57% (P < 0.001) & ¥4
RETHoTz, 7 MRDEMEGIINPMIZER D% . Y4 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 > Ti% daunorubicin (DNR) 60 F 72 1% 90 mg/m’
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3 Hf# + cytarabine (AraC) 100 mg/m* & 7z 13200 mg/m* 7 Hf#l, idarubicin (IDR) 12 mg/m* 3 Hf#{ +
AraC 100 mg/m® % 7212200 mg/m® 7 HE D3 + THEZHELEL T2, END 65K D 1057 A
BEZNRITITb T AML201 5Bk Tl3, PRERKGZH & 12 HE C DNR 50 mg/m® 5 HH + AraC 100 mg/
m?> 7HM & IDR 12 mg/m® 3 HiE + AraC 100 mg/m® 7 HI# % FeBE L 72205, A% EAER (77.5% vs.
78.2%) & ETFR (54E0OS 48% vs. 48%) TH - 7237, ZOFERICE D S, AHITHWTIZDNR %
W 72 TR EAETE T 50 mg/m? SHEMR S WL AT W5, TR AR Mo 3K 2B s
L EIPICELT, PHRARRT TH 2HFFLT3-1ITD AML E# 717 N2k U CFLT3 HEHRE O
midostaurin DFEHZI R 2 #5 U 72 RATIFY SR ClE. BRI EREET RO Lo 7205, AFEHH
(X FRIRAE 74.7 22 B vs. 25.6 2»H (HR 0.78. P =0.009) & a&%i))ﬁ LnT®, ZOFER, NCCNFA K
7 4 v ClEmidostaurin DHFH ZHEFE L T 2 (RFEARKF ), S 51T quizartinib Z#I[E 22 50 3 %
55 =R (QUANTUM-First) C d IFHE(L A2k L& LUt U T, quizartinib OF A% A3 A 17 W] % 2
Ed2Z G asnt, ZoORBTIEFEFLT-ITD AML B3 539 A2t LT, ZIHER 70 S g
ANEE - MU O PRI IT quizartinib ZIBIN L. Z DR, RR3EM 2 ik s5 3 o8 & L RE
277 e REMZ 8% 11 OEERITE DS, AR 2R L7z, WRERRICERZTIRDS
DL o 12 H3, quizartinib A TIREEWVMRDIZERZE L3 <, BEHBEFHR A RITER LT,
Z DGR, B RE39.2 0 A4 C, EFEMHEFIMEIR 7 7 2 REE15.1 22 B 128 LT, quizartinib
OFFAE31.92°H (HR 0.78, P=0.032) L BREZEI RO LT, ZOFER X D quizartinib I3 KA
D FLT3-1TD AML 83125 LT 3 2023 4 12 [FE PN TG #i P 235K & 7z, CD33 12k 3 2 Pk s
T® % gemtuzumab ozogamicin (GO) DHFHIZBI L Tk, TEEOUE TR o T was, BHHEK LA
BREPWETL2LEVI AT F )V ADOFRIHE SR TWEO, BT FHEL - PRI LT
EFEROWELIRONT:ZLE LD, NCCNVA R I A4 v TIEFHREL - BN L TGO DHEH
(ALFA-07017#%5% : 3 mg/m® 3[E# 5., AML16#KER : 3 mg/m?® 1[E#5) ZHELEL T3 42 (RFBT
R EREHE IR AFR), T 72, venetoclax Z AEEHE(L2EWEEIZEM S 5 2 & T, AGFEHH & Y
MEFEHIMOWE IS O AT MEIHRNTE Y P, 545 80 X ) B Tvenetoclax BN B JE
DHHRE S N2 DD ERIREABR ORGSR Te b, Z DM, TPI3ZEE%XHF T 5 AMLIZMO TFHRART
HD, FLWIREIE L L Tdon't eat me signal TH 5 CDAT % HET 2 Z LT, =7 u7 7y —vEHERN
HEEEAE % 0E T 9° 5 magrolimab 23BHFE S A1, BRLEAEIEITHE S 7w TPS3E RIGMED AML E#E 724
12X 9 % azacitidine & OFFHEE Ib FHENER Tld. CR2331.9%. EMMRIR237.7 028 E BH SR 23
Bonl®, L., BUHHRE (ENHANCE-2) Wi C8IZ venetoclax ® Il Z 72 3#)12 X 2 58 MIAH R
(ENHANCE-3) TRZIRBA L 03, BRI E o TL F o7z, BIMHEEM MR EE
7% TIM-3 12 %59 2 HUiR D sabatolimab % W 7278 Y A 7 MDS/AML 31253 2 BB Ib HEBR TI1X, R
BHAML BF 1T L TR (CR + CR 30%. SRR 23 22 H 28 ®. TPS3ZEGMEDE Y
A7 MDS. AML 2 b EMEDFR O 6 iz, HAEHE AR5 R Th 2,

HFE OWEIF X T € /ﬁiﬁ{?&(ngh—dose cytarabine: HD-AraC) & L < &, ¥ X 7€ IT7
YRIHA 2 RER O T 2 L HIDFREE S BRWIIT TV S, ERNOD 65EA D 781
ANDEFZFZNGE LTzHD-AraC (2 g/m*> 1 H2[E 5HFH) & £ HI6F HBE O LGBk (AML201 31
BR) CIIREE X% CTdH o 72 (S4EDFS 43% vs. 39%, P=0.724), Z ®H T, CBF-AML TlZ
HD-AraC T54EDFS O 8 3/ 6 17z (57% vs. 39%, P = 0.050) *”, HD-AraC (2 L T Cancer and
Leukemia Study Group B (CALGB) %596 A ® B3 % 54 12 FRRHTE & LT3 BFE O AraC & (B
#%5-:100 mg/m* 5 HfE#FE. 400 mg/m® 5 HREFE. 3 g/m® 1 H2[EL dayl. 3. 5) &M SRR
B AT VL 60 LT DEEFNIZ DWW 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 % OH[E) 25 & D §AF (54EDFS: 100 mg/m*#¥
16%. 400 mg/m>#E 57%. 3 g/m*if 78%) TH 2 Z L #RL72*™*, Bl kX ) CBF-AML TR L Tl
E N4t THD-AraC 23H#E3E S 3, CBFRA DO AMLIZEI L T, E W Tld HD-AraC B TR YUE S O
BEHEKL L Ao, EHIRMRHEEDO Y 227035 2 - %K RRESHER I NS 2 L 83%
WA, S TIEHD-AraC B ERTH 2, LA L, AraCOFKEGEIZE L T, WEBREIZE DL L I
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Wi, HET D2HMITDH 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 — 2 @ 3FEEH O HI[E o ik & L
5 L 72 MRC AML-15 3Bk TG I B BB T o 727, 933 A0 BHF 1T L THLE O ¥ D
19427 VHTAraC% 1 gm* 1H2[6 Hffld L <13 g/m* 1 H2[E 6 HH (mitoxantrone ff ) T
B L 72 AMLO6 BR C b A v MAGFEHIH, AFEHREICERESA LA L r o7, ZTALD T
EEXDNCCNAIA FI74 v Tid1.5-3gm’ 1 H2E%EG 3 HHZ3-4Y% A 7 v EDREEHIZH > T2,
FLT3-ITD P AML TR U C ik, Hi[E 3  quizartinib, midostaurin (FE41) O FFH 25HERE S L
5, 35T TIXCBF-AML ZHuUD & LT FRES « RN L TGO OffH 3 mg/m® 1) %
LTV,

HIFE D& TR ORI L T, BIRATT O BRI —HKNIZZLVWEEZLNTW D, T2
72 L. BAIEMIE O B 472 NiTk$ 2810 azacitidine (CC-486) & 79 € KD 7 v & »bIERAER
(QUAZAR AML-001) TiZ, #%&[azacitidine B2 B W THFERIITH 2 2 & CHEGFHR P LEH14.8
A5 524.752H (HR 0.69, P =0.0009) & WEZEDTz, T OFEHR. WA TIETHRPHEHED LI
REREC, BAEHEEHEZT: S TOEBFICAVLATY 3 (FRIREKR) 2,

1-2. BRFICHT 3 EE

65752 o EEnE JE O AML B 15 LT d &FREEITIE U T Al RE L #iPH T O M E O (LA E O
EEERTT 2, 2L OMEITBVT, BEBBIZBVWTH TV I 427 ) v R¥EF =& L0
BHRIZ X 2 FHROBGEIVRENT WS, 127U, BYYE* & O 1R HEEADHE ST 2729,
Performance status. JHasthAEZ &2 & O TR A CHINNIZ X o TILFEEIFEORE ZIRNE T 2 DB LD
%, A £V 7 ® the Italian Society of Hematology (SIE) / the Italian Society of Experimental Hematology
(SIES)/ the Italian Group for Bone Marrow Transplantation (GITMO) 257€% 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 EHI TSR OBES 2 RS 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 12553 % 25 Ib AR BR T 67% (venetoclax 400mg: 73%) 3% fi# (CR + CRi) % kK
L. BRI o 23 11.3 22 B & BIFZAER 08 6 172°9, azacitidine I3 B T b SR
W LR 7 WA O R 2SI T 5 2 53 (AZA-AML-001 3K58) 7. 431 A DO Sl AML B ¥ (4
Hp B 767%) 12K S 5. azacitidine BLAHE & venetoclax ff F i o LLig El Bk (VIALE-A) Tl Ei#R
(CR+CR1) 2528.3% vs. 66.4% (P < 0.001), A7FHIH UL 9.6 2*H vs. 14.72>H (HR 0.66, P <0.001)
EPRHBED HOMENTAER 2R L T2, azacitidineS @ DNA X F VLBHER] 2586 12 % & T W&
13K & AraC (LDAC) & OB %4175 %, % 7:. NPMI. IDH2ZE R 23% 354 . venetoclax 127§
BZIRIEHRIFTH 2 2 EMESNLTVSE Y,

RRBLE B R R 035 5012 H 2 i AML 75 309 A 126 L TDNR & AraC @ ) K Y — LU
(CPX-351) & 3+7 %k % LhiR U 7285 I AHEBR CIlL R 2547.7% vs. 33.3% (P = 0.016), AE1FHAR
A 239.56 22 A vs. 59522 H (HR 0.69. P =0.003) & CPX-351 D MMENT Wz, F 72 CPX-351#%
BHED35%. 3+THRIERED 25% 12D 72 2 BE v AR £ THA 7225, CPX351 #F CIXIFHHRILTH
(Non-relapse mortality: NRM) 23K < % 2 7z &, BAHFEMERF R 2R & L7234E0S 1356% vs. 23% &
BYULRERSR L N0, CPX-351 THRETRE Z & d, MEREEICHMEZ 4 EST2 2L TH
5, ZOMERIZED &, 60K ORI E L E IR E L 2 £ 5 AMLIZX LT NCCN &' A
K74 > TIHCPX-351 ZHEREL CTE D, AITH 20244E1TKBE iz, AMLEE D 6-10% 1% IDHI
EREHET 205, EUELFHRE OGO Bl AML 3 34 N2k L CIDHI FHE#EHA] T 2 ivosidenib
HFIAYE 1L FEMER (CR + CRh) 42.4% (CR 30.3%). AEFMRHHRAEIZ12.6 2B OERiEET b 72 5
L. Ef# (CR+CRh) IZEIE L 7 BFE 1T 14EE D 61.5% MSEMR 2 HER: L T 7o (RFBRKZR) ¥, #%
D E i AML B35 146 A 2% L T ivosidenib & azacitidine ® f 3 & azacitidine B4 % Fe#g U 72 58 I AH
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Bk (AGILE #BR) Tl3. BEfRICREST 2 £ T340 2 EH L 12205, EFELA47% vs. 15% (P < 0.001).
A Ny NAFREP 2290 H vs. 4100 H, EGFEHRERIE24 22 H vs. 7922 H (P = 0.001) &
BFBECRIFLRERESBE L NI, R LR, Hil4 <> b EMUEREOFEH L 0%
SR oNT, IDH2ZE R X AML BE O 12% THMETH 2 25, ElvE O#F AML TIDH2ZE R %
B3 2 E# 39 NITIDH2 BHEH] T H 2 enasidenib % % 5- L 7228 VIAHRER Tl HAEE 18%., HFH
I REIZ 1132028 CThotz, BRICEGEL T ADBFEICEHL Tid, BIEMHMPRES42AI12E
W, G RREIERBE TH > 7o (RIPRKR) Y, IDHIL2ZER %A 3§ 5%4. venetoclax +
azacitidine D ZRP 31L& < . BB ITAHEER & 55 Tb AHEER © 9 7T CEfiE%E (CR+CRI) 79%. FLiFEH
Al 29.5 028 TH - 729, BHELFRFEICRMAEDAML d L IEEY 227 MDS & 123 LT
Hedgehog #%#% % FH 3 % glasdegib + LDAC #HUKIZ EA3D | 116 ADBH % X512 LDAC HH &
glasdegib ffF % Fi U 72 BRIGHT 1003 55 €13 A7 A I (6 A34.3 22 A vs. 8.3 2> 3 (HR 0.495, P
=0.0004) £ PFHBECRIFLAERL LS 0727 (RAPREKR) ., BEMFEEZ ORI L Tk,
[ OEEE DR, azacitidine, [FIFEAE, Fr#lEH 0232517 5 1 5 25, PS. JE#=t%EE. S OME &
ERRE BN LIRE T 2,

1-3. HEILFEE

R« HHEHI TR RER L EEE T TV, RIB B2 10X AEBM L BI5 3. #ENAH CBAR
LA o 7216-497% D AML B 1271 A& W51 U T2 5 EIIENT ©, BB IcEhE T MR
1£55% ChH D, B EHHCTBML B EIE5HFEO0SH40%, BEL ZWH&IZ16%TH ),
BRI OB T O 2 L AEETH 2%, BRI EMEARE»L 22N EREL TWwW2
HlE, P E O EREAEEERE IR L THRVLD LAkv, RPEHROLEEIE. HD-AraC
(HAM) ®, etoposide (MEC) 7" fludarabine/cladribine (FLAG-IDA ™, CLAG™) 7t L BiiR & &
IZF 7 2 3K & o TIRIEE B IRT 2,

FHZEA] & L C. FLT3-ITD B @ 354 1% quizartinib,  gilteritinib %, CD33 Btk 035413 GO b 3
P E %25, 7o —vi#EIZ X DT ZGBIRFEENBLL TV 2R H 2 DT, FIHERFITITE
EFERZHMST 2 2 L BEETH %, quizartinib 13 FLT3-1TD BBk 0 HF - #5 AML BE 367 A
1259 2 QUANTUM-R EBRIZ I\ T, 0% O RIRLFRE & IR L TRl EA#ER (CR + CRi) (48%
vs. 27%). EFER(FRfE620H vs. 4722 A, HR0.76, P=10.02) ;R L. £ D% < DEH 2%
vs. 11%) 23[FEFEBAE % 2210 727, gilteritinib 1% FLT3-TKDIZ b #h R 435 2 HHITH 2 »3, FLT3IZ 5
ZHTLHERKE - BB AMLEE 371 AT 9§ 2 ADMIRALERIC B\ Tl OREEHHE & g L T
EWWEAEH (CR + CRi) (34% vs. 15.3%). AEFHMH o UGE (hJiE9.3 5 H vs. 5.6 2 H, HR 0.64, P
<0.001) 2727, gilteritinib 1T & D FMRIZE L 725EHI D 24E CIR 13 52.6% TH o 7225, 18 2 H LA
BRZERMFEAER AL B, BHAEGEHI O T70% HFRFEBAE % 52 1), MERFREE T L <
W72, FLT3-ITD B ME O EFIEFNIR LT &S5 b 03EH 2 M 3 2 513, quizartinib 12T % £
OTKDZEE DD 2 5 & 5 »ITHZ., quizartinib 1Z QT ., gilteritinib 13 fF B « WILARAER & WV o
TZEMWER 7o 7 7 4 VO FEE L GERST 5, B - #i5 AML B EF T 3 % venetoclax 13 86 A 1T %t
T 25 HIERNTIC CTEAFSE (CR + CRi) 24%., A7FHIMFI(E6.1 22H TH D .| azacitidine & DHFH
IR R 25 20 B L IR OFER 25 5 17277, venetoclax 12 @ FEHI & o O o B i &R
U7 S EHR N TE D, 57 ED & 5 Lk L oA B0 ERE/H L WS, B
¥« MR O IDHIZ R % 3 5 AML B3 258 N2 x) 3 % ivosidenib #.7 o &5 THH A5k T 13 B # R (CR
+ CRh) 30.4%. EAHAMFhIE8200 A, EMIZHEL 72EEHED 182 H0S1250.1% TH - 725, [
C7a AT Yy 7 HEETDH P, FEAREDE L 2 olutasidenib L o 55 /I AHFRER C 1k, FF - #E
B AML B 153 Nicxf L€, Ef#SR (CR + CRh) 35%., EMFHARPIE25.902 8, EFEE D 18 »
HOS1378% & . ivosidenib & D BIF SR HE S TWw s, MIEH & b MMUERBEZIEZ Y
A7 3% B D5, ivosidenib D A QT LR 6 N7z, IDH2ER %8 3 2 HF - HiE AML B#E 239 A
123 % enasidenib HLA O 5 VITHHEER TR EAEE (CR + CR1) 26.1%. AFHIHHLHEI3I LA TH -
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7252, enasidenib L & 34 ORI 2 LU U 7288 HIAHRBR Cl3. BEEEL23.4% vs. 3.7%. A X
v N AEFHE OFREL9 2 H vs. 2.6 2 H (P =0.008) & enasidenib HLFI D F IR WHER TH o T2 5.
FEIMAEEH TH2EGFRTRARE RO L VIR E Lo 12, 5%, fhFl & OpF RO R
i)s\'f%f:ﬂéo

2. E—ERIAAMLICE T 3REENHAREBE

2-1. BHEBELESE

B O AMLIZ RS 202885 L WD 2 W3 B FBHE & ORI R HEGRER 23 2 224k
HEEINTWVWD, CRYE L NTER % HLABE SR K F =20 2 551X AR ICE DS, R
F =W WIGE I A TR & AR ICIEEAICE DO [T 2 LW HEI— B TH B, Z
DA, EBIZE )T L NTEEMT b T v (Fl Z ITHLABE AT K — 250 2 0 12 Bl
T LN T VL W) FEF OFIE D GREROFER LIRS 2 ECOMBELRTH 5, BHITEBROBIED
EHOBEIZ22LLT, EOMTLNTH(RF—B OB vs. RF—ELED) ITfo THITS N 2
(intent-to-treat analysis), Z 72, FF—fE L TIXIAML BHH L 2548 10ILEFEEO A TRIE
BT 20, HE2VWEBMEZITY & LTOHLABAFRRESWEZ WO, JEMBE R F—20500BMHED
ZWIEHLAREA FF =20 0BMBThNATVWE I EIIL 5, 20L& KEEIZD 205, F—
BIRIIZ B VT R — ORI X o TR & IEBAEEE 250 0 A1 72 ERERERER 24 £ (6007 FEH) % #f
BLI:AXTFY vy ATIE, EFEHH, BEREFHRIICEL T, PREFHCIIME L b AFEORK
ETHY, THRPHEBLETFEAEHCTRE R F—FOHEMEAL TV, ZoHMETOY X7 455HITYE
BREFEOAERINTE ), BETFERICHET 2HEHMA R VARICERSBETH LY, —FH, FF—
DV BIEEIT. BB OB T 2R LB L T WEHZONT T2 5 v & 2L ER O fE B AR &
Nz, PRI o TTRPMBICOES N, EFEEATCR 27213 CRiIICELEL, HLA#EAR
b LUIZHLAL 7 v v I A<y FUEOIEMB R F—%HF T % 18-60%DEH 143 Nz, FFEZME
B & HD-AraC [ & BEERE (IR 2R ITIEEZR 128 D H) . PR Z L 72, 24E CIR 12 [FfE
FERERET20%, Hu[E O ETERET58% (P < 0.001) &ALAAFIEHM 7 L AR EH o 7205, 2408 1T
T4%. 84% (P =022) L EREDOL Lo T2, 1L, ZOBRTIZ20174ED ELN M E CTH R
FHELE L2 BEEIMIB0%EENTE ), HEOEEHOBREN OB LFABEBM L EE TS 722
EDPEGERICEREE O TV L BEZ LN, ZOEREY D - CTFRPMBHICE-ERYTcOB
MIIARETH 2 EFEROT2DOEFMBETH S Y, 5%, AN LHFHEAOZLITL > T, HED
BOERICHFE L COFEREAIRS I, B—ERI 8 2 RAEBMHONALE S I ITBE L IX
Bu2b0ilckssE2ZLND,
BEFERZFHRDIEIEDTRFTOELNGA R4 v ez, KIPTEFHAREL S T
FHE(MRD $ 2125 %) 126 L CABBM 2 #HEE T 2, FPHREEFHICN L TiE, MRD Q&R A
Rt Th 25E IR Y, FMEBHEZMETS 25, MRD %2312 L 72 B HE#EIE 2B LTk [TV-2.
MRD| #ZF 28 1z, MRDIEMIZ X 2 £ TR EIEH L, {L¥FEREEE T 2 H RV E D 21T
DWW TIEIAME i am 1T T v Ziw,

2-2. FF—VY—2x

B R —I2BI L Tk, HLABEAIA K > — 22N TH . HLABESIMLHZ K - — 250 v
BB 7 A LT HLABEAIENE R F— 03B S h 3%, —i%iz, HLABEAE 5 OBl
XD OETHAMDIE 2 AR D 2 13, EAE DT TIZHLA-A. -B, -C. -DRB1 7 V V2SiEA L
T 2 IR MG R RIS AE O B 13X HLA 8 & s [ E A O B & 12 1IZR%ETH 2550, 7272
L. RAMEMEBRIC 31 2 HLAMA M K - — & HLA 7 Vvl & IR K+ — 2B L C i3 iml
BAE O+ 40 I MG 2T b T v, HLAGE A K - —. R THLA 7 vV vili& IR K - —
%6 N WA, HLALPURAEA M 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
ZMGVHD. HEFEHRET. B, A7) MBLNTVSE L WIRENRD 2%, 7273, JEMEERBHE
& RS ARG 12 & CICE T 2 MEHHINIE V23D D . AML O EEEE D L B £ Co MM %%
J& U T2 [E N © BRER IR 4T C I B A 0 5 2SHLAS/8 A & 7213 7/8 ¥ & JE ML 5 M B B A &
D AFHHTRRL 2R TH 72, —H. AML/MDS/ALL i2%f L T HLAE &M% K F — 23\ 7t
WIRPL T, HLAS/8 % 721X HLA7/8 # A JE MG K 7 — & I % Lbiie U 72 B PN D £ B 3% 3 [F 51 5 e
Bk, JEM K F—sn i ud, PR e @RS 2 7 A v Th 2 A, B FEERERC, EF0
WFRITELTHERZEBA LML -T2,

N7 o R iE. HRWITHR 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 Bk & 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 7uBHETld, N7 uBMEO 5 B3 GVHD, 184 GVHD O FAE 34 7% <
AFERITEALTRFAFETH o7z, 272, 2O TIEIEMM K F — I3 RKHEiM, » 7o FFr—i35
BiE K —Y—RI2& 23E W2 GVHD OFIE DB L T 2 e H 2%, PT-CY % A7 HLA
A IR MAGE AR & DR Tk, BIALE 2358 59 Al AL (reduced-intensity conditioning: RIC)
DGE. NTuBHO ST BGVHDFIZ X 2IFFRTEIEH. EFREHET I LMESINTY
2%, M EXh, BHMBHECN 7o Bie HLABEA MG P F — X 0 #EET 22 L 242
T YR FRZ L0, KO, B CoMlL E2FE/L T RF—FREITH 2 &8
JFE LB b s, HLAREA &I 254, HVG/GVH AROD &L L OREE 2, HLATUERDOH
ML EOERT D, ZOE2IZEL TR, HERBH N Y 7 2B L TWLHLAY A RBBHEITK 5,

2-3. BIERILE

B BB R Y BT AL E (myeloablative conditioning: MAC) & RIC % HUBR L 723 3w { o 0 fT b T
W53, 18-657% (A 555%) O EFE AML/MDS T, HLA# A& D L < IZHLAL FURARE S K F — 2
L OB AT 5 272 N D B & NFRITMAC (FEH -« #1F: Busulfan + Cyclophosphamide (BU + CY),
Fludarabine + Busulfan (FLU + BU) 4, Cyclophosphamide + Total body irradiation (CY + TBI)) & RIC
(FLU + BU2. Fludarabine + Melphalan (FLU + MEL)) D B AL&E % FeiE L 722K E D 5 >~ & AL
B TIX 44ENRM 1325.1% vs. 9.9% (P < 0.001) & MAC @ 5 A8 1300 A - 72 25, BRIBIEHL T
1£19.8% vs. 60.7% (P <0.001) L RICOFBFHFHE LT . Tl L EFEEIL62.0% vs. 49.0% (P
=0.022) E MACDO B DR IX R 2> o 729, F72. Z OABITESRS iz AML E# 190 A % /5
12, R 70 A BGBAE 7 DNA 12X 3 2 RABIMMRD % BAERT I2ARE L, BIALE & o BfRI2o W TR
Wit hbitz, ZDFER, B 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, BHMETMRD &
PERITIX, 34ECIR 20% vs. 41% (P =0.09). 34E0S 56% vs. 63% (P = 0.96) £ HEZEN DD L Wi
REL 5727, 7 v X aLHERBRIZ 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) 2> & MDS/secondary AML &% 129 A (4EfpH I ES 1) x4 & L7ekkd -
fFEBU + CY vs. FLU+ BU223H D, 205 OB CIRIEHFRMTE, HRE, AHFERLHITER
BWBOPLPoTI EBMEINTWDS, 72721, BiFIZB L TIEFLU + TBI 8Gy IZ4AF TIZMAC
VIRAVYTHDLZE, BBEIEHLTIEIMDSEENZLEALEZHD TV HEFIE 2 1010, %
2P HRARBICN T 2 BRI oW T, REBOBZRGHAITIZE TIEIMAC O HIEH A 1L R WS
BTHoT'Y, DILEX D, FHECIEEERED MR T LT 2 BF . BRHIZHERT MRD 235 M= F AR
BREOLBEIIMAC BRSNS,

FKIZMAC VY X v DI %AT 5o HLABEBHE 21T & - 72 5@ AML B3 1230 A (4Efip Rl
37)%) 12559 % CIBMTR D& H 1R 2 K — MENTTIZCY + TBI, & BU + CY., BHEBU + CY %Lt
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L. 54E0S 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 +
TBI23&PEGVHD & IEH R T OB & D EFRBIEWFER L o 72, 7, HLABAFRE
Tohe % 520 U 7o B 88 R 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 (GEnH i 455%) Tid. 24E0S 56% vs. 48% (P
=0.019). CIR 34% vs. 39% (P = 0.084). ZEFIEHEFHEITE 18% vs. 19% (P =0.75) L #H{EBU OF
DEGFRORWAER E 7o 7219, —F T, HLA#EAFRMBHIZ BT 258EBU + CY & CY + TBI
IZBI L T 1659 A0 EfiEi AML B (R RE39 %) % /R IC L7 EBMT 5 O F R a R — bk
ENTTlE. 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 FIEZH20% vs. 31% (P <0.001). 24EME M GVHD FEAEZ 38% vs. 50% (P
=0.003) £ GVHDIZCY + TBITZ Wb DD, #EBU + CY DS BHEHRRIIBERIZE» o 7219, JE
TR CHLA WA RS % 925 L 72 AML B3 852 N2t L T#EEBU + CY & CY + TBI Z Lb#Z L
TR R T EFER, BRE, EERECRICHL 2T EIR oL o727, CIBMTR &
EBMTH%@~%B?E%%§% bz, MlEOFER X D HLABE SR CTIE#HEBU + CY & CY + TBI
FIEFASEOBRBRELEEZOLNS, 7212 L. CY+TBLIZGVHD 3% & . #{¥EBU + CY IZ AR Ay
mﬁ&W%% EAK T 2SHIREIZ 2 %o TBIE A T2 o £R5E H 9 12 BN B i & 17 O BN 23D
5, FREAEEOBELLTCYZ70R82A7 7 I RIZOEESD D, 72 NVT 7 VIZFFFOEREZE
SiESEREASEIEGRERED )V A 7 055 5 Z L BB T 2DE LD 5,

567% L LRt AIHEE B T2 BFE I L Tk, REIHEIER S FEMEwWTI VX T e v E
FRELLZRICHHWSL NS, FLU + BU2. FLU+ MEL4AO DB EL VI A Y TH L, TANT 7V
B L T, EEITRE 2 5O T2HiALE (FLU + BU4) 23&E g Il S s 2 L 23% W, FLU + BU4
IEMACIZHHYS T 2, 15-70% (AERY A IE4] %) OEMEEE CTHLABEA b L < IFHLAL JUR AR
AERF—2LOBMEIT D 126 \OBEEZRNRIZBU + 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 O, FETIHFEICEEREL LT WTZOBU + CY D H R T W1,
—5 T, 40-65)% (FEEp A RAE S %) 4R <. BEHOAMLEZICRELIA XV T DT v
£ LA AR TlX. T4ENRM 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=099) L EEEZZ RO L o 'Y,
FLU + MEL140 /2B L T, 507% 2 _F ® AML/MDS/ALL &% 12 B L TFLU + BU2. FLU + BU4,
FLU + MEL140 % tb#% U 72BN o #i45 Tlx. FLU + BU4EE, FLU + MEL140 813 FLU + BU2 B &
DEHHAERMET T 225, SMEGVHDFIZ X 2IEFBRICCEIEL L 20, EFITTHERES L >
726 NA VA7 OAML (BB — « 8 B DAL 1TBRE U 72T Tld. 34E0S1324.4%. 24.6%.
37.0% & FLU + MEL140 B CHBEICAEGFROWEN RO i "V, B AML & MDS &R L T
TBI % W 7 WETALE % bl L 72 CIBMTR O #i45 ¢ 9 FLU + MEL140 X BU + CY. FLU + BU4 &
HEOEBETH o7, b, PIEESHREFMEDOEL L 2ERET 22528 $ 2 72 ECHILE
OFERZITS T LRI NG, PEM. N 7 oBMIZE T 2RILE X R —ffgiEf< GVHD ¥
i OBACTREIRT 2MBEND D, 04 R4 VITHEMREZHE D220, £2HL52FBFIZLTW
2R ET20,

3. E—EMMIAAMLICET S BFREMEMREIE

B—ERI T o A FE MBI O FEIL, BEOMIERET RO 2 27 F ) ¥ 2Dk
RTiF, BHEOMEEE L T, SRAGFRIRET 200, EFEROWFEFBLALTVDL
WD B AR A Bk CEAR IR L fe TR R - RRIEEO AMLEE 87T NITH LT, R L
L CHSBH & HD-AraC 3 2 — R ZMEAEZ 128 D (0, SRR AT 5 ) 2 AT U 70 A8 o 5 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) EHREENAOLNL 25721, ZIIMLEREROBER LKL T, HEBMBOBERES
RS 2 RERBEESREECH 2 Z LITEET 2, L L, A2 & B O b 5 — R
AML OHHEM EI26 3 2 BRBHEOENT B O HES A TH D, FITHKEBE L TfTb T
W5, BN TS 7z B ITHEER (HOVON-SAKKAML-29/AML-42 #{5f) T3 EFE A CTH—
TRIZE 5 7240-605% DEFETOND 5 B, THRHPME - FEREIBM L EE S . Ik - JEMmxT
8/8% L < 1£7/8 HLAWA D K F —250 255 X [FEMEBAE (337 N). KF =230 W& I3 H KB
(155 ) F 7213 HIE OFE GIOAN @ PREFHLET) 2 EMS iz, ZOME. MR IXHIE o
BEE L D b RN, MEREEEE D ITERT W, FTHRPEEEIZE LT 54 RFS X AR
HEBAE L Do TWi223(56% vs. 39%; HR 0.74. P=0.029). JGEEEYE R ps[EMEH R ins
2728, SEOS TIRAEEIR O L2212 (60% vs. 54%) ", H—EMRY T HLA B4 Mg K —
POLOEEBHED LS ITEFBMEFIEM L 721276 A\OBEHITHT 2 RKLoHME CTIZ. BEBMOL
DEI T, FHREFRENS ., L TOY A 2 VEBD v E Vo MDD 2 H5, AFHIZRE
T LA RN TR, FHREMARMHET TR THE I NSO, AFBH L AEBMH CHEEZEIZR

LR o2, BFRBHEILEFRMMBAES T2 BRI S L T2 EE TS 7 EBE 72025
RLELOTWVINA TAFHETEL VWD OO, F—HHCPRPMEEFICBEL T, @Y% F)F—»
WEWEEIE, BEBHZERL T Lurd Lakwy,

AR, BRI O MRD SH BB OBEHRR 2 T T 2HT L LTEH S ATV S, HIE 8
RITE R % 2 72 56 NOFFNTIZ B W T, BAlHET OB MFC TMRD 2514 CTH - 72354, 82%
(2328 N\) D312 12 H 2R, S4ERFS. 0S 1% 14%. 28% TH - 7= DIz LT, MRDFEM: DY
BRENENSY%, 8% THo72"Y, 4 &Y 7 DGIMEMA AMLI1310 #5132 Wik 0 F1440 56 & Hb
[E 1 a2 —2BZOFHMMFC ® MRD CRERAE - ARBMTZIRT 2 51ET &L o TR D, PP
IZB W T MRD [ TR B, BETIIERBMEEER L 72, £ OFiHR. 24E0S & DFS 13 MRD
BT T79%. 61%. BBYERETT0%. 67% LWL 2 UBRENOP L1z, b TFY
ZDEBEBDIETH 25, FHPMEIZB 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. SEHEDOAMLIZERICMDS R PHRARDOEMEBTERELHE T 2HA0% <, Wid L I3
WOFEETHOAFRMIZ6- 150 ABE ERRTH 27, —F, BiLEORFC LRk W
B2k ), @lEIS L CHMAMBBMEEITO 2 E3EEE Tt o Tz, A & (LFREZ LR U 7250
HHMEERIE WS, 7 7 Y 2RO B & ) PHRARRET (G ER, DMk o QRS HE, &
A AR ITIRPUE, R 28 L, e iEaifEE 12 X o TMAC ORLE 258 S 20w AML &
FOS AT L TR B RNENT 230 S Tz, W5E IIHIE OB 1 o — A2 ICHLABEATFM K - — 2
WA IEFLU + BU + ATG 12 X 2 BiALE CRMEZE, HLABE AR5 2 W& 13 BU + MEL %
FELULHAECTHRBMD U IXHE OB EZ ML 72, HLAMESFRESWLH3SHD ) H5E
BRUCBAHZ Z T 1 DI1X254 T, HEBMIE3TA 1% Tz, FEBAEIZ X 2 EEEEETIZ12% &
BETHY., FF—FOIHLEFF—EHLHOLKRIIEVWTH, ERICAEBMEEZI LRI R
Do THOERIZBWTH, 4FMAMKAEFRILZNZEN54% vs. 30% (P =0.01). 62% vs. 31%
(P=0.001) £ FF—F VD2 WVIZAEBMERIERIZENATWR", &I, French Innovative
Leukemia Organization 2> 5, 2007 ~20174EDIcZ WS v, FH—ARICRE L 72, FRPMBELT
D 60-707% D B 507 NI 3 2T AIIENT b3t & iz, [ Z 20 7ol & 20 Lo 128
T34EHERFS 13 51% vs. 19% (P < 0.001). 34F0S 1%56% vs. 35% (P <0.001) T»H D, [AFEEMAL% K
WIFMERHE L TH->TH, BHOEMERZEDLL Lo, 1. 60-7T5BDOFE—EMITEL
72 AML 8% CRIFEFAE % 52 1 728 (431 N) EALFEHRED A TIREE L 728 (211 N) 855 #8912 Heig
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L 72 CIBMTR 2» 5 O Cid. EMFEZI»H ik, JEEFRETIC L ) HEBM O H BEFER -
MRAEFRE DITEL o TWTH, 920 HBIBEIZWEE L, SEOS XM A329% 123 L T, b
HDAIL13.8% THolze ZOMHEMIZTIOBULETHRETH o7z, BETHDOEWVIZ X ZIBERE
NDFEHE Z L, BT MERITE MERICH - 7228, FHRARLGGHREEZE T 24E
BRBHREDOH 1%L, SERBINTTHEMIZELFR - BREFRO Y R ZRNTFITEY 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[EFEAE % 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 &
FERERLIZ, 60/ LD AML I U CAEBMHZ EM L 72 133 BR74OANE T LDV AT <
F4 vV a—T334ERFSIF35%. 3FE0S1E38% THo7:'?, M XD, EE OFRMEBAHIZ
LRI CEMRITE L, AWML D 2 LE2 L0255 I3RS ORMDED 2,

EE OB CRIE & 70 2 O IXBEFRHEE T TH 2, Siid CRBBEO B SR WG IC T 5
DIF, BHi%IT2 2132 EDLEHREORVEE LTI IBMNRE Lo TWBEHEEELRD 2, (25K
REHTE RN | 1ZBI L CL 20084FE 2> 5 2013 4E D AT 70 7% DAL Tl i I 55 12 % U C [RIFRAS A % 52
8L 72899 A (24E0S 39%) 122WTdD CIBMTR D% % &f#HT CIE HCT-C1 233 2L E (HR 1.27, P=
0.006). 1AM (HR 1.97. P=0.0002). MAC (HR 1.61, P=0.0002) B FHARERT & LTZHEY
LY, HCT-ClIZBMEIC N T 2 25 REEZEE T 2 ETSE IR L20d LAY, HiiE ORiLE
ERIC ZEAEE LY [V-2-3, BRERTLE| #2FITLTE LW,

5. BERIALUED AMLICH T 3 EMEMREEE

JEEME D 2 WITFE DO BRI H 2EHIT. BHOEMOBICER LTIEN R & B
DAV R [ S TR § 2R3 TR L . AR O BB IZE W,

RAYV, RV — A RAD T NV—TD3DDEFKRABRITEHRS 1172667 N D AML B O ) [5FH
Fth DR ITHIENT TIEXSFEOS D% TH V., BRI, FaAERSE (CBF-AML 2 & 9 ).
i, BHOBEDARFTFHEETHU TS 2 Z LAVRE NI, B EMITHEL TH HFEBHIZ
Lo TI0% Y EDSELEGFERIME LN TV RO I TFREFHOATH D, FHRPMEE. TERERM
TIHMLFEEE, BEBM L D b AEBMEO SEEGFRO G EA TV (TR 31% vs. 0% vs.
48%. THAREREE: 6% vs. 9% vs. 26%) %Y, FF - HEA AML £ 138 Ai2xf LT GO O fF xR % fiF
T U 72 GOELAMS 3k T3 HH £ co i (12 22 A BIN) & Qe R EE DI FLT3-1TD b THRAE
HFELTETLNTY, Zho0RBRIZTTIIBMEZILEZNIEENTVWE R, EFED 3D
DB B S ., B—ERI B LT o TITEI L 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 IC BB T 2. 20 b O EE DK SIED OS FFMERE
WZiThbhrolzBE LD H44%vs. 21% (P<0.001) EERIZEATWR®, Dk X ) EREITIHE
ZHRE I REBAE 1T D 2 L AEETH D,

FEFERI AML 12 3\ TR AR HE HSHE— D R IR A7 2 5 T S 216 BIETH 5, AFEORHE
TIX54E0S 2323% D BH LG 235G S LT W3 29, 2089 NIZXf 3 2 EBMT D14 75 $LEIEMT 20 & |
TR AMLIZAN 3 2 AEBIHIC BV T b, FOfRRE & FLT3-1ITD 2%8WTFRREAFTH 5 Z L 23
WESNTWD Y, Fiz, FMEBHEZ 2 72 IE S AML % 2255 N i2xf % CIBMTR Of#fff ©
Z34FE0S1F19% TH D, B—EMEHM6 22 B K (1 5). RMIIM TOIFBRMM (1 5. HLARHE A
JEMAZ K — (155) ® 2 WIFHLA R BEA I K > — (2 51). Karnofsky PS 90% i (1 55). FHAR
Bogetdk (15) WM. L FRARRT L LTHES L, ZThLDFHRARRTZH W T
A3 T7IT & o T34EOSI1F42% (055). 28% (154). 15% 2 /). 6% G EUL ) iz s ™, JE
EMRII AML B35 519 NS 3 2 R FBOFENT TlX. CRP = 1 mg/dL, RMIFIRILEK = 20%, FHAE
QeafR, PS=2. JEMiE R —205 OBHIBHED STHHE ML L PHRARK T £ LTHE LTV,
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INZFNOHEEZIRTIEEI VY P UAEKR LTz TFHRA I T TIE2E0S250-1 55 46.3%. 2.
24.0%. 35:7.7%. 450 E 0% TH o721, Ml EX D, JEEMBYAMLIZK I 2 HEBHIZ X -
TEMIREGEIIIFFCE 2 BHF RO TE Y, Lo THR a7 SN S BHK - P
MHEFL R F—DAHHERE L CHICEE Z 20E 03D 5, FEEMPOBMEETLE X, TUEEZIHR
ZHfb L7 MAC Z WA EAIZH 2 25, MACDOEDRIC X Y BEHREEZ T2z 7 vy 2k Eiko
EBMT & EHNOEHT TIIE L ATV W2 129 B4R, PS, AOHER &b FE L OGRS 2 8%
VDD, FFr—I1tBL TIXHLALABBAL. B E &0 TRET & 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 7288872 T 2B H O [MFEB AL RICH 2% W 2 L 22 5 IEH I
TRIF29% & K2 o 72 h5, 54E0S1319% (DLIIZE 15%) TH - 72 Y, CIBMTRIZHBJ % 1788 A %
WNRELTHMECEFAERME» LB oM zer A TRU - 7254, 34E£0SI1E1-62 8T
4%, 62°B 24ET12%., 2-34ET26%. 34ELAFET38% & M F TR B 2540 & CTH WAL R
E o720, BARTALE IZIEEMRI AML £ AEEIC, WR LM EZEB L LLLHW T 20EN D
2, 2BOBAHIZBELC, RF—%2EZ22ErEI I TRERSVTIEVWZT W, EBMT
VYA NYVBFRETIE RF—%E 25 2 L TFRICEEL RS T o723, CIBMTR 2> 5 Q5 TIE
RFr—%Z22Z L TCTFHROREZRLNT., »2 o TEMEGVHD 38INT 2 L HELTW3 Y7,
F 722 H OB TIZAMGVHD. 18 GVHD 2383 2 2 & B Ss nTWw 3, BRIz 14EM
FEFENR L L Do 2 BH 325 AITHS 2 CIMTR Of#HT Tl Grade 11-1V 24 GVHD 4346%. 12
PEGVHD 2575% 12 R o722, L EX D206 HoEBMICE L i, {84 OREH Tt % HE
AT 2 E DD B,

6. BlERHITEEICOVWT

FFERAIRIC A L 2HE O TRIIMO TRETH 5, T, BN 0L & 1@ O uEH)
EFR L VEAZROFBEAIES L CETE) ., BHROBR T & LTORESMEES LT
%, T Z T F VLI, FLT3HESRIZOWT TRt~ 2%, IDHFEZESH, venetoclax, TP53 (2
X9 % eprenetapopt b BAHR DAERIBEE L L THORMBEMTDH 205, TR LT —XBEREEHINT
WV OAEITEIET 2,

6-1. BiXFILE

azacitidine I3 HLA ® fEEBEPUR O F B % EIF 2 2 L CGVLMR2FEE I 2 L EZ2 LTV D,
LoL, RERFIZ X o TRk TS R WIEBID S W Z LS TH 5, 18T ADE Y 227 O AML/
MDS £ (AML: IETfE, ¥, BmMHAM L B—HSRHon & I FTERAR L6l - BT
HE%ZH S 5, MDS: IPSS int-1 BLE) TBAER TR IZE L T % B I12X L T azacitidine 32 mg/m?/
day SHMH%Z28 HEIZT129 A 7 Vvix53 2HE L IR EGRED 2120 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, JERGRE1284E (P =043) LEREDSRLNL Do 7219, azacitidine ZEIPIREG TS LW & 28
MBS TH % D5, azacitidine DFEIAF TH 5 CC-486 Z BMite BEMEIZFE L T3 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 S BHEETH D, 14EOSIZFIH T
86%. HEH T81% LAV R TE 2K R TH - 729, azacitidine & D IH ZHFH L 728 H H
D, 10 NOBHREMIZE L T d AMLEF 12 L T, azacitidine 30 mg/m* 7 HfH & GO 3 mg/m?
|HM %28 HE. KR4I A Z VERBLIHMETIZe A M) Avay bao— & HEEL TI4EOS 58
70% vs. 59.8%. 14EDFS 2560% vs. 42.8% & BRZIZ O WH OO, BIFLEMSR LTz, L
L10 A8 ADEYYE, R L EDLHGODHWi 2 RFEL S, Zofth, venetoclax &
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T 2 NAHEER (VIALE-T) dfTbTH ), fEREFEL T2V,

decitabine I 2 HHFAER £ THEATE D, DRIFTE2HEIB LTS, 17TADAML &
SANDMDS B#H THAHKLEMITE L T 5 BEFITH L Cdecitabine % 5. 7.5, 10, 15 mg/m’ IR D
. S HREHR S % 6, A8V A 7 VvikE LTI Tlx 9 A0 FEF, GVHD., EYYET
T L7205, 8 NIZ8Y A 7 Vikd Eff % i L 72, 24E0S 13 56%. DFS 1248% T - 72149, RKIT,
B RA7 (FPHRARRT2HET 5, EREGE. DL IZTRME) O AML B3 TBAith. MRD L~
N DTRIZEE LT3 38204 NITx LT BAETR 60-100 H 2> 5 2 & decitabine 5 mg/m* + G-CSF
100 pg/m* SHH % 6-8 MR, K6V A 7 VIERETHHET 7R RFLOBIMI v X aiuk
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 NP5, 1T LA EDGrade 1 2TH D, FEFHRWET
RIBHLTHARELA LN L o T2 ¥,

6-2. FLT3PHEE

midostaurin 122\ T RATIFY 3k TIX AR ANE % %2 1 72 B IE midostaurin MR L 2 2 1 Tk
59, BAE O midostaurin HEFRFRIE D BRI L 2 TR Lo Ty £ 2T, B EMAY CHME
FEAl % 9208 U 72 FLT3-1TD AML & 60 A\ 12 % L C midostaurin (100 mg/day 48B4, 1294 7 v
FE) R E5REE 7T 2 RBELE B IR L 72 A RADIUSiBR 23T b Tz, L2 L. 18200 H ORFS I
midostaurin B T89%. 77 £ REET76% (HR. 0.46; P =0.27). CIRIZZFNZN11%., 24% & BHRE
BODUDo Tz, HEERITE L TRIMELEER 25 midostaurin B T% < &b, 21EGVHD., 184
GVHD OFIERITEIZH L NE o 12149,

sorafenib 12 D2\ T22 A @ FLT3-1TD AML £ (16 A 038 — LRI, 3 A 388 Z i, 3 A28
FEFEMRI) 12k L <, AEBAE%45-120 H 2> &, sorafenib# K 800 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 #3% CRMEBHBLEMIZFE L TW383 A
125 L T sorafenib (400 mg/day 14 Hf#l, Z D1%800 mg/day 24 02 H) # & 77 e REEL O _HEM 7
v & ML AR & FEHE L 72 K 4 Y @ SORMAIN iRBR 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
FTITBNTH DFER E Lo Tee F TENTOFER TIX, BAETIMRD 324, BAf{% MRD 30514
D B IR L Tsorafenib iZ & D BRI TH - 72149, BAfwi#4 CHEMICEE L T 35 FLT3-1TD AML
HE 202 NITX LU CTsorafenib iR 5-FE & 77 v RERICEER I, FHRE2HEBE L HED L OHE
TH. B 14D CIRI1Z7.0% vs. 24.5% & sorafenib B CH R L iER 2315 6 iz, 2MYEGVHD, 18
YMGVHD & RWEA TR BREZRZRONLT o Tz, 2 OB TIZEELL Lo 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 122 WTIZ 13 AD FLT3-ITD AML & # CGE— %M b L < 13 %) CHRMBEBARIC
quizartinib 40-60 mg/day 28 H %5 % 24 4 4 27 VEHE L 72 5B THREBR TIE. 10 A3 14EDL_ERRRE L
ZOFRTSANIZ249 A 7 VEETE T, —ADBITA 27 V1 ORFICHEEI AL Tz, Grade3 M LD
BIVEFCT% 22 o T: O X MIRIEA TH - 72, & 512 QUANTUM-First 3% T i3 quizartinib % B A% b
RS2 2 &L CHRICAFRROUEN AL, EINTH 2023 F IR S iz,

gilteritinib 12 D\ CTIX FLT3-1TD AML TR FEME 12 F# L T w2 3 124 L T gilteritinib 120
mg/day 24EM & 77 R EDZHEM 7 v X LI (MORPHO #ER) 23T b iz 3, &K T
IZ24ERFS 77.2% vs. 69.9% & EHFAFMHICERZSR LT, BRI LU0 L ko, 72720,
BAERT S U < 13T O MRD BB IZBR 2 & gilteritinib #f CREBFFKAFHM O LR %529 72 (HR
0.515, P =0.0065) ¥ 7Nt OFER DG S 0, —E 0 BFH TIRAR) WHERFEE I 72 2 WREM: % Hi
HTW5B,
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