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(X C®IC

AR 3N BEESEOH T33O 12 50 2R S WEREATH 2 2%, AMEHMEA ILFE
(AML) 1Z/NREIICFIE 2 HIE DFI25 % 25 &, RFRIT BT 2 HH2 K AMLIE G BUX4ER 180
BlEitE L HEE ST WD Y, INEAML TliE, EYEEOREREOM L EMHE - T, [FFEE s
JaR R I A B AOHES ORIEE 2 &, BRI B 2 BAEEIS NS B EMIZH 5, RY
A4 R4 Tk, 258 A IR (de novo AML) & 2MERTEBERRME A IME (APL). & MiE R
WRE S BMEEBEME ALK (AML-DS) & 12T, #RZENEEHT %,

I. mRSHE

AML O JFE B FH 13, 2001 128 A S 7z WHO 0 FH DA%, MU RE 2 2R & U 72 FAB (French-
American-British) 23012 H 0. AMLO PR T L L TR ERE L SN CEMLRTER
DHENEMREND XD ITT o7, HHTDO WHO 2017038 (BGETHEAR) TlREFEIDO LS ITHES AT
W32, WHOSHH T, B & L CEBEEZMIE (ANC) F o 3HEERk2120% M EH 25412, AML
L@ Wid % v, RUNXI-RUNXITI. CBFB-MYHII. PML-RARA %5 %A1, FEROSANC D 20%
K TH AML E2Wid 3,

&1. AMLOWHO 445 (2017)

1. RIEEMEGTEE ZH# 5 AML (Acute myeloid leukaemia with recurrent genetic abnormalities)
AML with t (8;21) (q22;922.1) ; RUNXI-RUNXITI
AML with inv (16) (p13.1q22) ort (16;16) (p13.1;q22) ; CBFB-MYH]I1
APL with PML-RARA
AML with t (9;11) (p21.3;q23.3) ; KMT2A-MLLT3
AML witht (6;9) (p23:;q34.1) ; DEK-NUP214
AML with inv (3) (q21.3q26.2) ort (3;3) (q21.3;q26.2) ; GATA2, MECOM
AML (megakaryoblastic) witht (1;22) (p13.3;q13.1) ; RBMI15-MKLI
AML with BCR-ABLI (provisional entity)
AML with mutated NPM1
AML with biallelic mutation of CEBPA
AML with mutated RUNXI (provisional entity)
2. BHEFEREEZL %M 5 AML (Acute myeloid leukaemia with myelodysplasia-related changes)
TRERESERIES (Therapy-related myeloid neoplasms)
4, EFEHFT TV —BHA D AML (Acute myeloid leukaemia, not otherwise specified)
AML with minimal differentiation
AML without maturation
AML with maturation
Acute myelomonocytic leukaemia
Acute monoblastic and monocytic leukaemia
Pure erythroid leukaemia
Acute megakaryoblastic leukaemia
Acute basophilic leukaemia
Acute panmyelosis with myelofibrosis
5. B¥PIE (Myeloid sarcoma)
6. ¥V VIERBEICH S BEEETERE (Myeloid proliferations associated with Down syndrome)
Transient abnormal myelopoiesis associated with Down syndrome
Myeloid leukaemia associated with Down syndrome

w
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0. /NRde novo AML DBEDBEGEZEDIET ANV

PIF. /MR de novo AML OBHEDHEIG E FDTET VALV RVIZDOWT, R2ITRT,

% 2. INRBde novo AML OHEEIG

WA YRz AE%E BRB1E
HLABERE  HLABSEMES ezl
1KY R * GNR GNR GNR GNR
55— L B Y 227 %  GNR GNR GNR GNR
YR * S S S GNR
55— DU TEfF S S S GNR
BRHEATH] RS ATIEH CO** CcO CO GNR

* ) 27 GFIE, FHTLERELV Y X VITRFET 5, AFETIE. AMLI9iBR S X OFJPLSG AML-05 7
BRONTHAER S L. BITFD Y 27 FHBBHEH LTV 2,
&) 2278 1 t(8;21) (q22;q22) /RUNXI-RUNXITI. inv (16) (p13.1q22) & % W&t (16;16) (p13.1;q22) /
CBFB-MYHII, 7:72L., W3 hOBE b IR SRS ARER I BT RsME o Nl L S0
Ho
HFRI) R 7B B) R 2B, EY AZHEOWT U HIE S T WIEEH]
FMYRZRE =Y I—7,5q,t(16;21) (p11;q22) /FUS-ERG, t (9;22) (q34;q11.2) /BCR-ABLI, t(6;11)
(q27;q23) /IKMT24-MLLT4, t(5;11) (q35;p15.5) /NUP9S-NSDI, FLT3-1TD%% %43 2 %Ef,
H DL, WA AR AR I RS & ML b o THEH,
PR EAT o CHOWRBERBEFIARTH 270, HELMFTZET 5 L W IR TCO & L7235, performance
status 25 RAF LA IIEMIN 12T D 2 &% W,
S : standard of care FEAEIMEHEIRETH 5
(&PHE. QOL Zz EDOARFIRIZ OV T H#ET L7t ECREMIIRETRETH 2)
CO : clinical option BHHZEEL TH L WifE
Dev : developmental BHFHTH D, EREERE L THEMIT NEGHE
GNR : not generally reccommended —#%#IZIZE) S & T

1. INEAMLOFEREF LaEERL

AML O b HE L FHREF 15, AMLAIE O R EEGT - BT R & RS AREICB T 58
REIREOGETH D, [FFE I O B)IE % 5 © 7 AML O BEEARIBREIZ, 2hbo
FHRERTFIZESORL Y 27 @Iz X DIRES B Y, t(8;21) (q22;q22) /RUNXI-RUNXITI Btk
inv (16) (p13.1q22) H % W IZt(16;16) (p13.1;q22) /CBFB-MYHI11 %Y. 3 7 4 % core binding factor
R % (CBF HIIB) O%AIE) R 7B L L ULEEEO A DIFE RS, £/ YV I—7
2 5q- t(16;21) (p11;q22) /FUS-ERG. t(9;22) (q34;q11.2) /BCR-ABLI. t(6;11) (q27;q23) /KMT24-
MLLT4. t(5;11) (q35;p15.5) INUP98-NSD1. FLT3-ITD BS54 R K 7 Yett fk BLH 00 n 1 B 23
DDA, PR RS AL N T 2 R ENIRESUCESRR TH o TehE T Lk, mY A7 8
&L TE—EMREIC B 2 AEE BB OWEIG & X5, KY ZAZBICOE Y AZHITH Y TR
EORWEAIE, FEY A ZBHICEN TS B,

AR D 5> FIBABF TN O 1TV, (RO TRFEETE Lo 7o P12 L BHE S
EEZ THHUEETRE S RE STV 2, MNEOEMEERIEERME A MBE (AMKL) 123V T, inv
(16) (p13.3q24.3) /CBFA2T3-GLIS2, t(11;12) (p15;p13) INUP98-KDMS5A B I3 FFHE 235 < T4
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ARTHD I EDMO 2T o 7e—75, t(1;22) (p13.3;q13.1) /RBM15-MKLI PP D T 14213 LUy
BiFTh o EdranTzY, 7. /NEAMLIZ BT PRDMI6 EFBH D F 1% pMEF M & Foi

LTELLARRTHEILHRENTVSEY, L, ZALOHBEEFLEROBHRIZLHTL
MLTWEDLTTIELL, BLIMEIPBETH 5, 3 TITREREIMLIZHVL N TWERERFIZOW
T, BIZIEFLT3-ITD AN 3 W T CBF HIE (&R T ) VOB E DO FHRIZLT L H AR T
T, LI2HiELHY, SHRAES NS H 2, T t(16;21) (pl1;q22) /FUS-ERG 51
70 55 1 FARHE 12 350 2 [FAEE M B AR AE 0 )5 2 TR 1 2 O A TR BRIE O WEF L T v
TWEHEDH D FHEFROBEATHEL LTV,

)0 E AR AR OISO IE, NEAMLIZBWT S EE L THRETTH 2 5. ek
FHFHICIZME S 2 2 &L BREETH o 2 UNERFIRZ (MRD) %, AML GO R0 R 2 7 Kl
PFENRZ =% 70— A b A ) —ETHRET 2, 2 0IFAMLAEOE R BIY 7BEE AR
% PCRIECTHM T 2 HiEssiid s hoob D, S50 ) 2R Z7EHNICHW L3 Ak H 5 9,

2. INRAML @ EYEE

/N AML OFRFE O FHRIZLHIGEAMFFETH D, Z2oHLEiH ) FEFlIZy £ 7 v (AraC) &
TYNIHFAZ D) v THL, TbD2H% i 58S ARE L KE Ara-CHE T & Oii{bEE %
Fta~5a—2BET O 0N TH 2, NEAMLTHOWOLRATWETZ Y F ¥ A7) v ELT
X, FU VY Y A ZXNVEY Y IS EXF YR YBH I, FOEZIZOVTIIFERSHTY
LW, ZOM, ArarCET Y b IH A2 ) YUHNDOEIOHEAZMHHT 22 LOEHELLHT LD IFME
TEZWA, MNEAMLIZBWTEZ b RY FREMHE DL Z L%\, HICD33E/ 7 0—F
NIURIZTUEEETAEME D ) 7F 7 =AY Y ERAE SRS LY A< T « V<4 ¥~ (GO) 12D
WL, Bl AT/ AML O 2NN T 2 0 HBEO = € F v ATl %, T
LR EHROISLCHIRHIZE EOIRETH D7, GOIZOWTIX, RrIZHEMHAFI R U i
FuFEAl % 1T 5 7235412, veno—occlusive disease (VOD) / sinusoidal obstruction syndrome (SOS) F&JiE &
DOREEIER S NTWb, 7z, FLT3-ITD FHAEGIIZX 3 2 FLT3 HER O HFH IO W T, A AML
TIEZOERAEEZRTMEIHTETVWE2, IMNEAMLIZBIT 22T Y AR+ TH LY, #£2
12y BE O E LN AML EGERRBR OWREHE & /R 307019,

3. WEDOE LR AMLERKEER OB R

A4 HAR N Fiip AEBE EFS (%) 0S (%)
AML99* 2000-2002 240 0-15 19 % 61 % (5) 75 % (5)
AML-BFM2004 2004-2010 521 0-18 - 55% (5) 74 % (5)
JPLSG AML-05 2006-2010 443 0-18 12 % 54 % (3) 73 % (3)
SJICRH AMLO02 2002-2008 216 0-21 25% 63 % (3) 71 % (3)
AIEOP AML2002/01 20022011 482 0-18 29 % 55 % (8) 67 % (8)
COG AAML0531 2006-2010 1022 0-29 - 53% (3) 69 % (3)
NOPHO AML2004 2004-2009 151 0-15 15 % 57 % (3) 69 % (3)
MRC AML12 1995-2002 564 0-15 11 % 54 % (10) 63 % (10)

*/NJE AML 2E[RIIE R SR 2
BFM, Berlin—Frankfurt-Miinster; JPLSG, HAVNEAMIE ) > /(@522 v — 7', SICRH, St.Jude /N A3
LG ; AIEOP, Associazione Italiana di Ematologia e Oncologia Pediatrica; COG, Children’s Oncology
Group; NOPHO, Nordic Society of Pediatric Hematology and Oncology; MRC, Medical Research Council,
EFS, # 4 ~ v METESR; OS, £44FF
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3. F—ERE/NEAMLIC BT 3 EMBEEE

1980 4EAULLKE, BB— AR /N AML 1T L T, HLA—ZFIE K 7 — 22 & o [FIFE0E M i fa %
MDA ATLND X D12 ) LR L AED 2 WITAFRBIH L OELIZOWT, [EW¥HT v
& 11t (Mendelian/genetic randomization) |. 3 % b b TR G & T2 HEH 2 M 512, HLA A [F
K> =230 A IEABBMHEEIC. K> =230 R WS ITIMLHRE (B 5 W Ik B FBHH) BHE
DS, EBEOBMEROFEICEHLL T, FIONITSNIHE(RF —FR vs FF—HR) 121Eo T
intent-to-treat T %47 5 H1E THES 2T b7z (3£3) 'Y, KIE CCG (Children’s Cancer Group) O 5
ORI E ST L 72 @, 3 X FCCG 2891 ikBRTId. KA FR (DFS). 24 FH (0S) &
HIZRF—FHME STz, LU, CCG 2961 3B TIE R+ —FBHE2ME > 72 DIEDFSD AT, OST
TEIRD L NL Do Tz, Z D, AML-BFM98:d5#%. EORTC (European Organization of Research
and Treatment of Cancer) -CLG (Children Leukemia Group) 58921 i&5#. F:[E D MRC AML10 #k Tl
RF—DFETEITRD LI o7,

4. F—ERPNRAMLICKT 2 RAEBHE & LSEED LR (intent-to-treat f#17)

DFS*, % 0S, %
F+r—F R —iH ] R —i
AML-BFM98 (HR ® % **) 47+7 43£4 58£9 56+4
CCG-251,-213,-2861,-2891,-2941 47+ 6 37 & grnx 54+6 45 £ 4nk
CCG 2891 IR A H B A RIS A H S B A
55+9 42£8 60+ 9 48 £8
L5k L5
CCG 2961 60 + 8 50 + 5k 67+8 62+5
POG 8821 RIS A EERE2
52+38 38 + G
2355
36 + 6***
EORTC-CLG 58921 63+ 8 57£5 78£7 65£5
MRC AML10 — — 68 59

* POG (Pediatric Oncology Group) 8821 ® /& EFS
*% AML-BFM98 ® HR : SR (Auer/ME % H 3 2 M1/244, M4Eofil, t(8;21). inv(16). 2> dayl5 D'BHEZF
BREEER 5% A, M3, t(15;17)) 24t
k% P < (.05

1990 B FLURE, & L TAMLAMRO P EEEENIZ X 2 ) 2 7 J@LIRRsEAS NS X D
12D, t(8;21) R inv (16) Bl 7o & @ CBF H IR IR L T, SE—S il 12 1) 2 RSB AE O
BTV, T ave vy ABELNT, CBFHMBMUAOHRY 2 7B X 08 Y 2 7 B/NR
AMLIZN T 2 B—EFAHIc B 2B OBEISIZOVWTOI vy Yy A F—HLTELT, &Y
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A7 BHEOLBHFEIRE LTV 7 v — 7 iERGH E 72 3BERINCOAFBIEE LTWE I Vv—TT
ERLZTH D, AFTIE, AMLIYHBOFER. Hm IV A7 HDOSIEOSH57% £, HH Y X 7B, &
DAZEEDT2~8T% LKL THLLIZRRETH 2 Z L0, MEBMOMBEIEE LTWEY, Wi
AL TH, LRI L 2REREO M L, A IHEZ SO 1ZAEBMHED Y X7 /NEAML O
A MU EIE I X 2 BRBROWBENESIBRNRIFTH 2 2 LR b, B—1EHIIB T 5H
FERAH O I 1L AN S B EITH 5,

TEB, RF—Y—=2I1225V Tk, HLA —3Z 7213 1 PrEAR—BU K > —, HLA —8FEMm K > —
DERPEHER TH 2 25, HLA2PUFEA—E F TOIEMBIER I K 7 — 12 X 2 BAERE %D 2 W
ZIEIMA B F — 12 &k 2 BAERAE & B a R WERMEL R TWwE MY,

BIALIE I DWW T, 28 BSHRIRS (TBD Z W7z LEERE E 72V 7 7 (BU) L &2 HWTZIE
R HILEE E O OELITOWTRI BRI L 72BIEFEEL LV, LrL, 77 Y AD
VIRARMY —F =X 2O B RIS TIZBU+¥ 7 u kA7 7 3 F(CY) BXTBHCY X D 3
IR S R — & 4 712D 55408, DFSE D IZRIFTH o7z 2 L WMELTE D, A
D TRUMP 7 — X # W ENT I3 W T TBI & BU & CEEFAGFR, BHFRR, EHEETRV
THRLED Lo 2 EPME SN TV, NETIETBLZHE S B AOHE % 8158 3 2 B4
o, H-ERPcOBME T, JEREEILEEZEIEIRS N ERITH D, Tz, BILEREZ
B8 L 72 BB Al (Reduced intensity conditioning: RIC) I22W T b, fE3K D Bi Al 3% (Myeloablative
conditioning: MAC) & Bi A A IZHET L 72 D @ 1F % w23, K[F Center for International Blood and
Marrow Transplantation Research (CIBMTR) 2* 5 Wi CTOS I, BHEEELTIZEN LT W &
DHEENTED, KFPOTRUMP F— Z R—ZAZHWIRATH INEIEVERANT 7T V%
W7z RIC BATBI® BU % W7 MAC & g L COSRHFER, EEFEITITEZI T W T & s
é ﬂ'C w3 21,22)0

AR, FAAEET O MRD 2B EGE E MBS 2 2 L 2VRES oo H 5, KE St.Jude/NE A AWFEIH
BEDENTIZ B W T D MRD SN L7 FHRRTFTH L Z LR ENTH, —FH T, AMLOEA X
MRD VR_RNVDLEIZ & 3 HEFEROENDSAMEY v A IME (ALL) O%E E HEEL TS W &
DURENTHE D, AMLTIZALL £ D d X D BHEHA A EIME (GVL) 1R S e 370 2 & AUR
Wa i,

4. F—RBREHI/NEAMLICT 5 BREMFMREE

F & U TI980 4R~ 1990 4F(RAT 12 221 T DR —FIMMI/NIL AML 1K 9 5 3 5o M Al i A5
OMEHER D 513, D% LD OSOHEIT B W TEFEOLFERE L ORI L, AXFTITTH Z
QBRI S T, BUEZ OISR %0,

5. E_ERPUEONRAMLICH T 3 EMBMIZEE

HAGE AR 1T X 2 P28 4E B 2 EFH AW S FIT L WX, 167 K fl o 15 b5
Bhl. FEIMmfE M ERAL, JEMmAGE MR MM O BAiR SEAFERIT, Bommcznzn
62.0% (95%1EHEIX[E51.0~71.2%). 63.7% (53.4~72.3%). 68.2% (55.5~78.0%). EEMEDLE
T FNEFN285% (22.1~352%). 28.0% (20.6~36.0%). 252% (182~32.7%) TH %, WH. H
FRB RIS A . ERMBOGE T, WFEIED A TRIELS b LS HERITIEF 1K L |
FfEE MBS 21T 5 2 LR SN E, 1L, EEMROLGE L. IREROES, REMEES
PHEZE Z TV A7 2FE LT, BHOHEICT 0 IR T 288 23H 5,
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M. APLORB#EEGETET > ALANIL
LITF. /INEAPLOBHEOEIG L FOZE T Y AVRVIZOWT, E5ITRT,

5. INRAPL OBEBEIS

REEE BRBE
HLABERE HLABSIEME HEHm

B— T MRD (-) GNR GNR GNR GNR
5 5 MRD (-) CO* CO* CO* S

BB ZFEfEH MRD (+) CO* CO* CO* CO**
I - SRR CO*** CO#**x* CO#*x GNR

MRD (X PCR-MRD

*HMBEEIHE SRR S NSO, EHEIMFNZEST 2 L WHIEKRTCOL LT

HHAPREEIND O, HEATRHZEST 2 LWIFKTCOL LT
MR Z AT o THRHRBEBII AR TDH 27O, HELZRNEET 2L VWITKRTCO L LT
S ! standard of care BAHLMEHERE TH 2
(BPHE. QOL % EDAFIRIZOWT HIRES L 7: L THREMITET RS TH D)

CO : clinical option B ZHEL TH L WiHE
Dev : developmental BFHFEHTH D, BB E L CEBITREGHH
GNR : not generally recommended —#%fJIZI13E)I O & T

1. APLOF#£REF

WFR A MR, MAMRBUZ X 2HHY) A7 HEBA R Y 7, AL VEFET V=T X DG S
NTHEHP, RY 227 70— 7 (AMEREZ 10,000/p L, M/MREL > 40,000/pL). Y 22 70—
7 (A IMERE= 10,000/uL, IM/ME= 40,000/ul), &Y 227 7 v—7 (A ML > 10,000/pL) &
DI TS, 1272, Bk TIREOERINICHIFRF A MR D 2 % v, EfERREE (A mERkE <
10,000/pL) & i fE bt (H MEREC> 10,000/ pL) 120 THRERE 2% L Twb, —HENTTH
TV HANRDAMZEZ v— 7 (JCCG) 12 & 2 BEIRFBRIC B\ Tk, EARE AR E RG] % 1K
falgelt, FEEMG % mfabit & L CIRERE OB 217> T 5,

F 72 iR LT TR O RT-PCRIZ & 5 PML-RARARNAEAR T 2 /5 & L7 MRDFEITIZ X 5291
BREENBROBLDWS, ZO0ROTHRTYWET 2 LOREND Y, WLEIERZIEMI3I A S
SIZEROMRDEN 2322 L. B E Lo T2GEITIZ2HEHARITHERL, 20 THBMEOSAIC
ETFBREOBIR ZHER S hTw 32,

2. APLDEYEE

APLIZ19884EI2& k7 v AV F /A4 YR (ATRA) 1T & 2 D LiBEEE 23RS & 1P, BAf& ATRA
TRERDAFFIRITEAT 2 Z LI & ) EREARER O T 25 U, BEREAR M\ L, Bz
N=Y;-30% = b/l ] Mo DR A

3 —u v I)SAPL Z V— 712 & 3 APLO3HFEIc & 2 &, /NREBID A 2 L 72 54E EFS 13 71% (95%
EHEXI © 62.5~80%) & BRAMI EHETH D, & 5ITATRA B & ST AFIEHIC & 2 MeRRRE
DEMTHEZLEHRMBENTY, L LATRAIZ L 2HEREEOERMEZEEL TV IHED H
D, MEREEDORIFIZOVWTIEWV E RS TV W,
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E P TI3/NE AML $:FREHEIFE I & 2 AML99-M3FZE3Y, AML99-M3 Z3:AE4#% & L, 6%
P35 % X - 7o HA/NRB AR Y > ~JERFZE 7 v — 7 (JPLSG) 12 & 5 AML-PO5 il 234 [FE HY 7 i R it
Bre L TfTbilz, ZAULXATRA EHIDAHI O FEKROFRIC & 2 BRE AR, k& O, ATRA
BT X DAHERREEE D O 0 B, BT D AML-PO5 O 513 B A8 A R 85.7%. 34EEFS 83.6%. 34F
0S 90.7% & ok & DG L BODO T VRIFLRERZER L TWa Y,

M E& DB R CEIN TR, OATRA EHIBAHIGIAIC X 2 BEEAEE, Q7 v 7 F A2 ) v
ZHDE LTI, ©ATRABMD 2 WIZPIB KR 12 X 2 #ERRE, 2V APL B O
B TDH D,

1997 4E 12 & L7z =Mk v 3 (ATO) 3. ATRAMHBRERAIZBWTEALHERYEAR LR
L2 2 OB 2 I EIRG, FIFENIT S 2RSS 2 Tw o Tz £ LT20134E124 4
V7 R R A Y (APLO406 #BR) 25, B NEHESEIRAE APL IR L ATRA & ATO D A2 X 2I6# TE W
AHERLBOEEERKERIBOLNL ZEEME LY, 20%,. 4 XV 2 (AML-17i5) 2
D E Bt APLICK LTH, ATRA & ATO % EARFH & U, EAFE AR I O HAGFEFEHR %38 0
TEZLETENLEFREEBOLNL ZEBHESATVEY, YLD X 3 ITRAFMZM APLIZE
WTIZATRA & ATO %A & LR SMEHEIRE E D oo H 2,

INRAPLIZ R LT H ATO B A APL & [ @ B AT 70 gl 2345 & LT\ %, 2K [E Children’
s Oncology Group (COG) 2358 {b ¥k D —EB % ATO IZ1& & #t 2 72 AAMLO631 9212 5 W\ T b 15 #E
BRICBEO R WEEEZR L, 227 Y FI7HA4 27 ) vORE, BEHEROBRBMICKII LTS
30 AR, COGIZ/NRHTH S Wi HE G IR AE APL 12 Xf L ATRA & ATO 12 & 235 %, SfEMEEAPL
12X U CIZATRA & ATO Z# AR B ICHBEAFIEILT Y 2 79427 v &BML2BE 1T
AAMLI331 3B A i, 723 — v v X TIXEREO/NRFTHE N APL 12X 3 %2 ATRA & ATO % A
B & LT2ICC APL-02 3B 2 521 L T\ 5, [EN TIXER{LETEIT ATO % £/ L 7 AML-P13 7Bk %
EfihTdh 5,

L 2> L ATRA X ATO I X 2168 T VoW 2 (LFEFER OB EBER 2D W HE. APL ZMUAE B fE
RLATOIZ & 2 QTRE X & OMEF L EOHER KR BIDETH 2 LAk, BIHEEFOBERD 2 241+
BTH D,

Z DA, APLAIIE CEFILD CD33 21 & L7 GO & EXERI L F_H & LT, FHF L HFAPL
WTFRIZOWT HIEEFE S T3 337,

P ED XS IZAPL I3ER DI ER 2 WE I EIBET L2 E VWD, BEONTI XA DY 7 b %
Mz, XVEVRERE2ELZEXTEBHIIL->TETWVWES,

FHRFOIETH iz 25, 8—HHEE O MALEEK THRITE ) 5 PML-RARABLEBL T % X 5
& L72RT-PCRIZ & 2 BHMRD 1% Z DHOBEFHTUIIEFITHR TH 5, PCR-MRD BHEGNIA L
TiE, 2BEMYUNICEHREZTV. 20 THBHEOEE, BRCMBFENERICBT T 2720, #HL
DINTATO % 812 X IR A MBI TH D 2% 2 0SB O & % 5,

3. APL O EWYEE LEMFMDBHED LB

Bl D ENAOIREIFZE TlE, (LFREO A TRIFAEEIBLATWSE Z L6, BH—RHEHT
D& M OIS 1L 20V, BFIZATRA £ ATO 2 HAGH L LERECIIERERD S HITET
LTW3, 27T, EIMBMEBEOREE & 2013, RITHERBOE SR LE ) inz THYA
7o NZIEEMIESICH LEE T 25/ LEZ LN D,

APLIZH T 2L 228E LS MR O LR, & LU < 3B Y — Z Bl 3% i #5Hl R Al o brig
T LTS R TRAHIREITH 5,

B EMH APLITR L, BAl % § 2 X & 275 22122 T id European Acute Promyelocytic Leukemia
Group 12 X 2 NGB SRR 122 5E B ORI 235 29, ZHUT Xk B L. ATRA EHIMBAFI R EIZL B
RABFEL O MIRF R BRI, 736 (60%) 5SFAEZZ T, 2D 5 5 5041x A FBAHE, 2361
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FIFERAECH > Tz, TEMBFFEFHE, T4EEFS, 7THEOSIZZnZ ., HEBMEETT79.4%. 60.6%.
59.8%. [FIFERHERE T92.3%. 52.2%. 51.8%. FEBMERF TIZX38%. 30.4%. 39.5% TH D . B2
JERARRE X D BRI 2SR 2 o T2 BFRIZO W KB E BBV 2s, REBEAOHER 295

{. EFS, OS T & LA HEBMMEIE > Tz, 2L T, BEBMAHIRIEMRD M TH 2 B#H
TlX, MRD EF S LT W WEE I LT T7T4EEFS 376.5% vs 492% L BREZ 2RO, BB
PIFOBE I3 TEBFENICER TH 2 ZEPEETH D Z L HRENT,

Ay — 2123 20T & L CIZ CIBMTRIZ & 2 55 BRI I FEAE % 32 1) 72 294 SE 1) 0 3T 25 Fx
YIEFIEHI L WA, ZHIT &k B &, ATRA, ATO EHiD A% £12 & 2 REBH R O MR &
R, 23245 (79%) DSEFEREAL % %, 6241 (21%) BSEFBH % %) 12, SEEBRAEGFR, 54E
OS IF H AR T63%., 75%. [FMFEBHEEETS50%, 54% TH D, BFRBMEED G HFEBAHE X D
AR R 512, ZOME E U TIEEWIREE TR (MR | 30%. BRBMEE : 2%) 212
I o, HHER (AR 18%. HEBMEE  30%) ICEEREEIZ L o7, ZOHIZIZ20HAE
WOREF H79FIE TN TED ., 70 FAEBA, 92 HFBM % Z 1 T2 539 7 7 v — T
IZOWTDE RV, PCR-MRDEHTAIBETH o T2EBID 5 &, AR O 146, HSBHE
D 6B TMRD PG TH o 7205, FRITITHEZ L 2o Tz T2 THEGIEDD 7  HEE THER TIE o,

WA OERE L 2t ) o2 dH 5, ATRA & ATOIZ & 21RBEH OB IRITX 3 2 3& M il la Al
OMESFIZET2ME XLV, Lo, FIERRFEICE T 2 ATOFHOGEICEDL LT, ATOIZ X
ZRIRBIEIIENTD 225, #HIHEEICATOZ AL TV LMHH L TR WHTIX, OSITz
> (EARE : 62.4%., FE[MARE : 71.2%) 5, FEEREGRIIIFFHABHCERICRFTH > 72 (ff
FARE £ 29.8%. FEMARE : 66.2%) & WO HitEH H D 4V, ATRA & ATO T & 2IRBEZRICHERITE W T,
BIIZRWEFE 2/ ORI Lo T 2 2 ENTREND,

INRIOBEFED 2 ITIRFEETIEAPL 88 2 5T LT AR, [AERH O RET & LT
Dvorak & 238 U 72 326 & W 5 DEFI Ot 5 Tat 23 2 2, BHD 2 W ITIRE IR L2k
S, RUBEGERIMKEWERRICE > 7232000 5 5, 111 L CHSBHE, 2146110 L CRER
MEDMT o Tz, BAEEETHE, HHEEIL, BRBHEH T0%. 27%. FEBHEETI19%. 10% TH
D. 54EEFS. 54E0SIZZ N . BFRBMEEETT3%. 82%. MEBHHEETT1%., 76% TH H FiEz=
L olz, L LRAEBHEOROWEREL2 L, APLICH T 2 MHEBAIZRWGVL i TE 2
L. FEBHEOBEBEBETRMENEE & L CE BB L2520 ORENHIBNEETH 2
TEREIRBENT VS, [AHOFRBBEEO R I Bourquin® i L Twa®, —H T, /INA
I APLIZA L TdH. PCR-MRD &M D34 12 13 B RFEMIMBHEBEIEHTH 2 L WIHED
HHYW, BED 2 WIFFEMIZET 2 —E0 R W,

BRI IZ ATO ZHLD A7z COG D AAMLO0631 35k CIIAEHEFEPRFE 1 1], e faPife 2 (5 2sFEF L.
Z OB OB OHEE S T30, BRHEGIREED 1 HlIX2W24 » BRI TREXNEHER LB
REZ I CNS T 2 [ IR 72 LILEEED A I THEM E o Tz, BERE2H O D 5 1H1IZ2HK
23 » BRI A BB R FCNSHF K7 L, CY & TBIZHIALE & L7 HEBAHIC TR, Bl
%o A THEFAFELTWS, O 1238 BRI FHEEENEHER 2RI L, TVET
v (Fluw). CY. TBI % BiLE I [FEMSAE (X 7 VIR %320 7255, B9 » BRI 318+
% (GVHD) IZTHT L TW3,

St NRIZBWTH ATRA & ATO ZEARBH & U TIRELFTRIZ N APL 12X U CTREHEIRIER & 7t
22 ENTRENG, ZAUT X DV FREOEL WA HIFFS 1o K, FHEEICIE, ATO®R GO %
W7o BEEEIC & D BRI AN T, R0 I OEIMEIEBER 21T 5 2 & 3 EFERo BT
RAREL D ZENTHENS, BAY — A L LTIE, PCR-MRD & 0541213 H%. PCR-MRD
B 0 A 1 MR O BB A3 L C L 2 REEMLH 5,
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V. AML-DSO#tE#ERRETIET ALV
IR, AML-DS OB OHEIGE FDTETF Y AVRVIZONWT, £6I1TRT,

%6. AML-DS OBHEEIT

TREA REEE BRBE
HLABERE HLABSIEME HEHm

o —E GNR GNR GNR GNR
5B DU EfR CcO CcoO Cco GNR
FIEATH RS ARSI CO* CO* CO* GNR

BT o CORBRBIIARTH 570, HELMFNELEST 2L VWIEKTCOL LT
S ! standard of care BHHDMEHERMTH 2
(BPHHE. QOL % &EDAFIRIZTOVWTHMES L 7z L THREMITIRET RETH )
CO : clinical option BHEZEEL Td L WHE
Dev : developmental BAFSHTH D FREERE L CEET N EHE
GNR : not generally recommended —fAIIZTIEEI D 5 AL

1. AML-DS D E¥EEE

20 EBERE (DS) 1Z & S E b nl: ek EERE D 15T, DSRIZIEDS Rk, HIME % F
FELRT W EDE LN T WS, DSIZHIE L 7z a5 #iME A Ims (AML-DS) 1%, JEDSITHAE L 72
AML (AML-non DS) 12, 13 & A ED4RLUT & FIEER MK < . SMEERZFRRME B K 3% »
T E DR E RO, AML-DS 2 AML-non DSIZEbX, {BEAIHED S W—FH T, BB LW
TEPHOND X OITTE D BRI L IBESE Z b TWwWb, EEIZ AML-non DS & [FEE,
AraCLET7 Y+ IV A4 27 ) vadHEERLE L, BCKED X 5I1ZAML-non DS L B#IEFE T & LIRS EDHE
BZ2BILoTwW3bDE, FHED & I IZAML-DSIZEHL L 2B EZToTWb H D E 23D 3 05,
WD 80 ~90% DEIFEF G L T W BS54,

2. AML-DS 0 E#¥E L EMEFHRBIED LR

1l DEINAOIREIZE TlE, (LFREO A TRIFLEEIBLNATWSE Z L6, B—RHET
OE MBI OBEIS L LV, Lizdso T, EIMEHEBHOEIE L % 2 Dk, HI57% 5 FITHF
JEFNZIRO N2 & F 2 b s, YL LS MBI Z LR L 723 BRIE R, ThEFToFEL
o TEF OFE X TR CTHFENMETTH 2, 720 AML 72 OHE XD 0w,

Rubin & (%, 2761® DS 12543 2 BAHEGE (2PE A MR & BARREERM) 28HE L Twa ™, 24
TBI 7.5 Gy 2L k. CY 120 mg/kg YA EOHILE 235 Z b, THIDHHEHHE (ffize, Mtz &) T
T, 1941 (70%) 25100 H L E24ETE, BiLiE, GVHD FFi0 A, &7 & T100 HAFICHERICHE
RLTWBHEEIF L WA, CY+TBIIZBU+CY or Ara-C IZEHbR, BT 23% 5> 72, GVHD ¥
BiizA b buEd—b MTX) TRV 7 0 2R Y ¥ (CyA) BT REBIIFEC 2% ol L L
TW3, 34FEFRIT48%. non-leukemic mortality 1£39% T, i & L C DS WEILE % O pilLE 12 i
29 B HEEE > T BMBEEEME L. non-DS W X D iR, BRI O XG0E % & I iiAOHE
WWHEESDETH 2 LR T WS, AMLIZI1HIT, 1.8/ 5 145% TR S v, FH—2 iR 5374,
B E R A3 B, IR 1A, B Y —2 32 cESE3IG. F7E. JEMmk1H). 5505
AL, IRTE—ERPCoOBMBI (AR 1HEEL) THolz & LTWD, FERIZJFEIRIE3 HI,
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EPHETE3FITH - 72

Meissner B & 1%, 11 ® AML-DS ® B i % i L T 5%, 2F 0B DEFSIX18%.
0S1%36% T, BIHAPHEX D HEHDIZI 2R E L TE oz LTWS, AMLIE3FIT, §XT
B oERTOBNL, BILEIZ. BUL6+F F 7 ,%300+CY200, ivBU16+Flul60, BUI6+CY 120 T, 14
H 23Day80 Tt CHEMBRATE. 2, 3HIHIIBMHK 6. 105 HEHILT LTV,

Hitzler & (%, 20004F %* & 20094 12 CIBMTR I #i 15 & 4172 285l D #4 H #R BT 2 1T > T 5 3,
TR fp O H A 1X 37 T 5B (18 %) A58 —Faf . 1241 (43 %) 2388 RIS <. 16 % Bk
& 2f HVEREGEN AT LE IZ X 2B CTH o 72, BHEOHEFETIZ 70 (25%). BRI 174
(61%) THR.ON Tz, FIRAETF 4B DA TIELATFRIZ19% TH - 72, Matched pair analysis Tl
AML-non DS Yzt Y R 7 BHEEET LD EERTHo72L LTV D,

AKITIx, NS A TRUMP 7 — & 2 5 [AIFERAE 1561 D Bfi 2 85 LT w350, s— B 441,
BEMIH, BEEE LA, JEEMTHI T, 34F0S1E38.9 £ 12.9%, HARMIT TIEIFM LY X v
12 & BHEIALE TR B, 9T (FBFSH. 2EGVHDL I, 184 GVHDI I, ZXMEEFEARE
1B, FVEMERIZ 16 L LTWwd, F%H I, RFEEAREE - IO AML-DS O#% 5 AR5
T, FHEME ARG HII FfEE AR 2T btz o3, EFHNL 201D &, FEEMEIRBNIL A
BIFETE LTz E i LT 32,

M ED X5 ITHRERO AML-DSITN L, BHEBEIGD 2D, ZORE, ED X5 LBy —
A« BiIALE « GVHD TR R WD 7% EIZ B A CIXBEETIE LV, SROEFOEEIBLETD 5,
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