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Lo IR DN A THEA TVDHEVI DT,
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EPINTEED THEL,

The Lance June 17, 2023 /2B SN A MBI -2 S0X FRE 13 TY,
EXTTOTRBIOIENTFIZ TR 13 ORFEDIEA L TTEI,
BLROHHE T iDL+ Td,

SMERTEREERME A M 1399 4) DIC 22 LS <A—Mhov 2BV F ) AV g, Bielig TR =R 90%
1 ﬁlﬂ 4 T B s B RECGFER, Auer /MA), R EIHUR(CD), Y AR GIAT BR ), B n 128 5
AML X RAFERFEAE, 2/3 13 55 kLA b |l TR AR, 5—10% & s, 5 (FA4MF 3 #HI
TEPRITIERF LAY TR 7 BT 2 B0 I E | PR IR, Ao s 55, ol YA, R R A K, of, 5
AML @ WHO & ICC 43%8, ICC 1X MDS 23 AML St L7- R EE 2D

AML 325D TR V=7 (BAf, AR TE)IZ531T D, APL IZBUE T B A4f

65 Ll o 10%“(?1!J}E5H(ﬁ§@7ﬂ~/f$)aml(clonal hematopoiesis) Y LLE Y A7 | H

SEREAR(CR) B BENFER < 5%, R T¥ v, 47 HHER > 1000, fi/]MK > 10 77, B ifi 7~ 2
TEREREA Tl AML fllfiaZ H.kd-, MRD assay % flow cytometry, PCR T{79

AT the 7+3 regimen, Hi[E DX cytarabine. [FlfE HSCT, 1B{5HIEATHE

@O 06O

TR EMTHRRILLSHY K YIT AML TH LS, VA7 T ClalfE s i [ a2 e
s b bR IE RN R (AT AR AN Ventoclax(’\“?71/725’)551][]'@%@@33 28—66%
AML P8 3R m <RUK 1T venetoclax ff L 1= FLT3, IDH1, 2 |47 FEERITRIE
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KET AML @ 5 £ 47313 2000 4512 18% ., FAAEIE 30.5% T3, A METARRIL, LAATITBAREE
TOHIMERTZHE, HERUZ ZDHIWT TEH L TWELT,

UOALBITEIFSZ 2 1 —2 MU NIGHREEIC TRl I Z R L £,

@ KA i, H- i DI RE - YL O AR RR A,

@ 1)L i CD HiJi (cluster of differentiation. b PURRE) HEZR,

@FISH (Fluorescence In Situ Hybridization)25 i 7= Yuta (R | W7 25 O RERR.,

@PCR LW AAR Y —hv A3 H7C FLT3-ITD <0 IDH 172 & D s 14 BifsE.

AML O AJEPERIFIHENIEAY the 7+3 regimen, D FY cytarabine (Ara—C,¥u¥ /M) 7 A D%
anthracycline{# x4V vh 3y )< AV )3 H ] CBR AL [FIFHE i i Ml A B AE S L £,

7272 U [RFE i i s A A A 1 X GVHD (Graft Versus Host Disease, B4 7 & F-955) DGR DS
HVET, —F, Blo A RO FLT3-ITD, FLT3-TKD, IDHI <2 IDH2 72X 135554
D10 FTHHADEKNBERINIZT-0, ZOMRNEE | I/p> TEELZ,

AML DR IEE N A DR AR ERORHUI A T2 DT,

F IR R ORI M S CORE TR Tl B ML RS b0 T,
Flow cytometry < real-time quantitative PCR(rt-qPCR)MRD assays
1245 MRD(Measurable Residual Disease) assays (2 X0 O 75 BIEMIO 2B H L F97,

IR BEAME) A B YR (Acute lymphocytic leukemia, ALL) {22V NTl& The Lancet, April 4,

2020 (ZYIF=23DD  LOTHY EF O THHE TIFHATEIN,

18 7% C ALL ZFJE Lo IV EEE {673 A% 2023 HUMNTY'7 K& T 50m ~4774 3 (TR0 ELT,

b5 L (RIS I AR AR L LD 1R IR C L BRSO IR FE LIRS BITHE 5 RITHREER L £ LT,

conference_2020_20.pdf (nishiizu.gr.jp)
(AMEY 7 PEE S, 23—, The Lancet, April4, 2020, AT Rg1h77)

1. SERTESEERYE B MW 39 9] DIC 2L 5 <A—MT ARV F ) A/, HRER TR 90%,

7T 4+ 77 (Andy Hug) IZAA A EF N, K 180 cmDZEFFK, /R 7H—TL7z,

MREAFEL UIZFIUIEEENTARE TIEHVEE A TLEPBEZE T D K-1 ([ AR
TORSTIEEEEPTLE,

LU 2000 AR 2MaE BEERME 3 Mm% (APL: Acute Promyelocytic Leukemia) (240 35 % C
FWELEL, HIUIE DJEIROMEE ) APL 214 5 B T, Hold R ELleo o Z &I =2 5.2 &
L7z,

APL [T B RERIE (A5, 1DICEVET, 5 15 Yetalhd 17 P fRO— 52 23 # (H5E) 575
EVIHEBTT, 7235 CML (B MEEBEM: B i) 13 19;22),

AMLCERME #EPE B i) T ¢8;:21) T, Atk E e B s 2k M E B RS . Z ORI
e/ CBIR T AR LD ET 28, IR L B2 DY AR DR IEC N DN E M W DITIF/ NV,
A RIZECET,
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https://nishiizu.gr.jp/wp-content/uploads/sites/24/2025/03/conference_2020_20.pdf

TUT 472702000 4 10 H 9 A, @A TO K-1 R KEDF—F A M5 ETLE,

8 HDOHIDE LD 40 FEDOIERE DR NRHY 8 H 19 HRH DY H . HARER KZM BT
MEIRAEZAT T2 EZA TR HIBA LR B ARL, 23 B T2 28588/ LR A i 2 IR B,
FERGHEER D IR I, I EE &IV HERRE L 720 E LT,

8 H 24 B4 2 RRICARE FE A URARH CRod & A ThaE g ek E A fm (APL) 12
FoTEEIRRETHDZEN BRI, TD 4 R I T L EL,

(T T 177 OANE, B, #)IIETE 2000 4)

APL &R I RF (KA 2 DIC GRFRME I B PN BE B R IE) L2 L2 il 72 > 7= D TL x5,

AR DWW TIET T A E B DR E T DT SR B WFE RICT L CWER A TLE,

IEESEOAHFBRERST VT A LR DR ST BRE SN TREITE o ThnE ||
[T T A NRAT YT (FERA ) RESTIXIEA~O _ EEBEILEBY NFFEI DO T

EO TN F A2 B THEZD | 728 EFEUMNT, 3 BED DS IR REENSEIE L7-H DD,

4 [8] B D LME RIS 2 TR S D 2N THIMREETHIT LI | LD S EL DD,

N LR g B0 /RS 24 B A4 6 B 21 32 KIRL7Z2EDZ LT, 7V TLETIXE H OF% 8 Iy
DDRFRIBIEF RS S E LT, B X RER D KEETF - HRGETIE S CQnET,
KIEIFIF/NE, A TEELIZR L ELUT R ARSI TELT B TEERA,

MREZEFEE 2 ILLIRT, FNERMR A GLOE A, THERG)ITHOEY (5 S O hif i)
NI DWW TITBEZE FAIGGE . RILMGES S M FE> TEFEITLIZEV)
)T OVE R L2 R CEELT, RIUEEITE LR EHSNTOEL,
HEEILNTEILTZEE S T2 TR TERIZE W ILNEZRL 370mED (LI TLT, Lo HIZ
FREZEFREOH | OFMBHYELT-,

AZMEFTE BEERTE B YR (APL, Acute Promyelocytic Leukemia) 1% APL FJaIC B Sk 4 AR LR
FEAE N 1 2 N R (DIC) IS DR\ H ifife [ 258 L BSERY e i i 2 5| S 2 Z L3 £,
FIRAINC DIC IS g H i C KD R HIBE T AL VDT,

722 BRUMAE DR D DIC IS O] TV M I F 7215 T,

RUME DIC T APL @ DIC TIE747 W) vE a2 77723 vk 47— (a 2PD) ME F L,

T Fhm by MHATHD 2ME T LRV LRI T,

APL @O B HARIE NN EZ THY all trans retinoic acid(ATRA, A=V ABIVF )LV . N ) AN EELE
arsenic trioxide (ATO, #iEfER, M+t /v/A) therapy TIEHE=RIZ 90% LA BIZ EVIRLE BIHELLT WL
H s T3, APL TIEEHIZ ATRA ZB#GT D2 LN A FICHE R TR 7T,

TUT 4772 W% 5 H T EL-, ATRA JEREIFEEIC 1995 4EICHERL EL7=000
HLE BHAIICZ M CE QWL TELRDAZ LG ->7=TLr),

AMEETEBEERE A I TlE PML 3815 7725 PML-RAR o ¥ A7 & A2 TE AL CEF MRS LA T £,
el (ATO) X PML Bin &R e L APL filaz stk £,
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ATRA 1Z PML-RAR o ¥ AT E FIZ/EA L £3, ATO =2 ATRA 1259 APL A Tk b L CThEFERE
VRS HDTT,

APL 134512 promyelocytes(&<IZ% % Auer rods <2 —. X% bilobed nucleus DTFELE). BAZ N H L,
DIC DHHEEFEVET,

*7- flow cytometry T acute promyelocytic leukemia Z %% D%, CD34, HLA-DR negative,
CD33, myeloid region C myeloperoxidase [, t(15;17),PML::RARA 72 E DEF T,

FEHFET EAMERTE BN A (APL) 3R PIHIC DIC 22 L3 <AV ABIVS ) AV IR
(ATRA, ~¥#/48) . HiERE (ATO,Nt/v/A) TIHEEE 90% T BB LT W T DN EED [ E N L ETT,

2. 1TEWNIC 4 T H MR JEREGFER, Auer /MA), R HUR(CD), Qe R GENL, HRJHE), i Am - 28 52

Ao 72b 1 HUANIC TR 4 THH AR L £9,

i. FBREZRE(EEER, Auer rods,myeloperoxidase).

ii. FARZEEHUF(CD) :CD34, myeloperoxidase,CD33, CD117 4
iii. Yo R GUAL, B5AE) : AML-FISH 254 A

iv. Bis & R (PCR)

FIRERE CEIEZRDITIFER=20% TV MA (Auer rods) 2> myeloperoxidase 23 UIE AML T9,
7O IMEEIE PR E BEM: I (AML) MR E BEERYE B s (APL) 728 C L B #ZFER E 713

ATE BEER DM E I A DN D IREREADENRZ2 W LERIR OB AR TT X— VAT, FREEAIZYEED £,
TOTVAMEIE, A A XL F —PBIETHY, 7 A — VRN TEH# IR TEFICRA LIZb DD LS T,
7 )L/ME - Wikipedia

F-HFER<20% THYAA T 1(8,21), inv(16)/t(16;16), t(15,17)H3&BFuiE AML T,

7a—4% (AN (flow cytometry) IZ /428 TR A DOMEZE . MRD (measurable residual disease: ] E
AIREFR TR  IRIEIR I TIRAT T 23 AR DE) ORERICEHLE T,

/N Ta— AR AN S TR TE N0 IN BRI S ToD TR 72E 24 Flow cytometry 133 (&) 12
MiEzE ANVCHIlEZ 1 N LUl — =24 T, iR LoV — —HELE 2 J5m) (forward
scatter & side scatter) CRREIL T 2 WRITOV I7THESHIRDOIAR  HHES T V=773 T D5HD
7225 TY, HITHEAERL CRLBAT UL EE OSSN FREE R0 E T,

BRDV—F =ICEDARHHO D IS I0b D TT,

/AR ERR RO TEZZ R D NI A TWADTT A, i H SN RITHIvET, BRE)>T-DIX
FIFHET R 30 FEDOFOFETT, NABZDHINS FEFHZR R 3 DH7EIIE, IR (0, 314 |
gD (FLERD) | L A~D B35 D =01 HY | FkEiekd FIXIR (1) 128550 TT,
FTOTIATICR S X ATy onNy B Z S MELET, 2O HIXEOTHHHKHEN
PRREIRVZNETT VIR I EEIDTEEITT, . B0 OMBIITERLELL,

WA W ESS DT VA DR ZE OB DR LI AT TR AN T TEEIL ELTZ,
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https://ja.wikipedia.org/wiki/%E3%82%A2%E3%82%A6%E3%82%A8%E3%83%AB%E5%B0%8F%E4%BD%93

HFARAN) — (FCM) D JFELAPTEEEE (beckman.jp)
(ZOFOBEEADNYLTNTT, 143 31 7))

F7- B IR DA AT— el Acute myeloid leukaemia FISH(Fluorescence In Situ Hybridization)
panel CTHett (KT 2 H AT BE T4, AML-FISH CTHIFEN ORFE DNA BlSI 2L £,

FEE D DNA BNt Hue ot 7 n—7 2 H U CYL AR O R E fE I A Al L CE £,
Hybridization &13A%R (DNA F721% RNA) 23 TISFIARD (A & T F7213 U,G & O ICEARETE K
SETCHRUEE AR T528TT,

AML FISH 250 — %8972k A & fn+- (fusion genes : RUNX1::RUNX1T1, CVFB:MYHI11,

KMT2A rearrangements) <>l it & {5+ HY 2 & (cytogenetic aberrations : =5/5q, —=7/7q, +8, del(17p))
WD ET,

REIZHAE 53 LB FR DA 6 43 2 H CYL (R D38 BT AL & S 40TV O (insufficient metaphases)

(2 AML FISH |38 A ¢9, AML-FISH (B T N0 IH It i x 55T,

Metaphase FISH analysis of AML cell lines with—7 (upper panel) and AML... | Download Scientific Diagram

(researchgate.net)
(AML-FISH (2L B &R D R 2 H)

F72 AML ZHriZ PCR SR MARY = AT IC KD 00 F PRI A 1T W EN—F v T,

&<IZ actionable mutation(GB¥EFHED UL WIFF CE L (s A #) TH5H IDHI, IDH2, FLT3 TIEEE TY,
7233 FLT3-ITD R3PS EGEE O AR Y= ANV CIERFR R 2 D 7225 T, 204
standalone(JR 7. L72)FLT3-1TD A NMLEIZ/20E T, Bl PCRIZEDHE S (fragment) 23 BT 6%

capillary gel electrophoresis (7" VD A To & (232 ANVELZNTH 500 FHAAIZEID Bp 5 FEEC
BEsIND) TT,

Capillary Electrophoresis — YouTube
(2=F2—7"2 4y 40 F»)

AML BEAVRBELIZDENFEIZ 1 IALANIC FREDIA AT =7 VT2 A B s L £,

[AML OHERZZ W D2 A LT —T V]

@Y H . JEREEEMN
AR, B BETEEER (blast) 20% LA 1728 AML @2 IZ B,
YE IR T (8,21, inv(16)/t(16;16), t(15,1DHHAUTIFER<20% TH AML LT,
< FERD 20% LA _E T Auer rods HiuiE AML,
< EERD 20% VL ETE D > 3% T myeloperoxidase &HiLiE AML,
FERIZIT B B2 EK (myeloblast) . BEZEER(monoblast), AijELEK (promonocytes) .

ELR%ZEEK (megakaryoblasts) 25 e,

5/ 18


https://www.beckman.jp/resources/techniques-and-methods/cytometrydotcom/fcmprinciple
https://www.researchgate.net/figure/Metaphase-FISH-analysis-of-AML-cell-lines-with-7-upper-panel-and-AML-patients-lower_fig1_317698068
https://www.researchgate.net/figure/Metaphase-FISH-analysis-of-AML-cell-lines-with-7-upper-panel-and-AML-patients-lower_fig1_317698068
https://www.youtube.com/watch?v=wStV1rFjHOo

@2 1 —3 H H )% IV (immunophenotype: iR FHL D CD) #-if
72% CD &l cluster of differentiation (/0 {EFLREE) T9,
 F ML DO FiTER{A (precursor, progenitor) &1L T
CD117, CD34, HLA-DR(CD38, CD133, CD123)
#6 % (myeloid lineage) : CD33, CD13, cytoplasmic myeloperoxidase
%R A ~—4—:CD11b,CD15,CD64,CD14, CD65
« HLEK (monocyte) ;2v—74—:CD4,CD14, CD36,CD64
« JRILEK (erythroid) 52 v—h—:CD71,CD235a(glycophorin A), CD36
B ER R v—h—: CD36,CD41(glycoprotein lib or 1lla),CD61(glycoprotein Illa)

A
A

%2 5—1 H H B s 2AI 53T (cytogenetic analysis) :#im/E, Wiz 7 &
-metaphases( A &AL 73 ZD DN EES | F72 PMLERARA 728 D=7y M3 U1
FISH(Fluorescence In Situ Hybridization)»38 H,
*WHO 43 Tld AML 227, T3 ISIE R 2R T 23446 B
R M B2 E (recurrent genetic abnormalities) Z££9 AML O
t(8,21),inv(16)/t(16,16),t(15,17),t(9,11),inv(3)/1(3;3),t(6;9),t(1,22),t(9,22)
« AML with myelodysplasia-related change(-5/5q—, —=7/7q—, complex structural and numeric changes)

O3 3—5 H A : i HiEm By 58T : PCR ok ARy = A5 i Tl F A R

*NPM1 & bzipCEBPA Z5 #I3XF1% B 4T,

*FLT3-ITD, FLT3-TKD 2 B XI5 HEERIRON AN ITD (FHRAR) X TH%T 412725,

- TP53,RUNX1,ASXL1 BRI TH AR,

-IDH1, IDH2 2 B IIJREEIROI AN T2 5,

*RNA ALY —h AL T RLD O 72t B85 W) (fusion transcripts: 728D —HO@A) &
A== ) CTED,
RUNX1::RUNX1T1(8 FHu AR 8q22 & 21 FH YL KRN 21922 52 L 5% A7)
CBFB::MYH11 (16 F Ak 1622 & 21 FY R 21922 BREEIZ L D% A7) PML::RARA
(15 YK 15924.1 & 17 FYEAARRR 17921.2 B5EEIZE D3 AT T
AMERTE BEERYE B R AR )

KM AML:RUNX1, CEBPA,TP53,BRCA1,BRCA2, GATA2, DDX41,TERC,TERT

FLOFEFT L2 1 RBLNIZ 4 THH | JERECGEEK, Auer rods) ., il #& i §uii(CD) , Y2 ARGY AT, AL |
PCRICZK DB n AR Z B L £7,

3. AML IZE&FMFIE, 2/3 (X 55 bl b, ElnE T AR, 5—10%815, 5 4G 3 E

PR G S AT ] TR S | DR | 30 3% Ak e s (AML) 238 EL £ L 72,
HFDOMF TS0 AML Z3IGELT-DIE 57 3T,

AML I 24 CRIEL E 928 2/3 13 55 LA ETHY T R-4E 68 5% T,

AR FETHY 5 HELFRIT 50 AT T 62%. 50-64 1% T 37%. 65 Ll Eidd 392 9.4% T

EHp IR DIEETFHR AR TT,
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% T HHE I (sporadic) T 23 b8 5 (petrochemical) o~V v 7e 8 DEREE | Bk ERFE T
EIVET, BNV AN UL E ENTOET, FEHREE OB EEMESE (eytotoxic agents)
(ZEDIEHERE AML HH0FET,

F-BL LB BRI BUEEERE (MDS : Myelodysplastic syndrome) <2 AML @ 5—10% IX& &M T,
AT 80 M E DIBEEI AT 3 ADFB DI /NNT=DTI N, Zpivé 2 ARAME M A RS/
L ANF 10T 59 1 NF 2 s C UL eo7c DT ETL, TDIEL A& B FH OBt EMIC S RE S
ZOREE LA TR &EL,

DDX41 28 53N (o RAE 69 k) THIIET Db ZVWEBURPEMIRA A LD ZETT,

AML [ZEDFE T IFHEF TR 80,000 1], FEHIIFEN IV TOEEANRD 20 TR T 5L H6N5Z9
T7,

KETD AML O 5 FEALFHIF 2000 12 18% TLBIEIE 30.5% T,

SCEOHMIITIER, JUlEEIC LD TR, CEHFRIEOUGE | BARBEIE C O | Bkl 34 o555
IZEDET,

FHOFETEAMLIZAER TRIELET A 2/3 155 L B, B TTFHR AR T5—10%I3EsrERHY
5 EATEIL 3 EITT,

4. JERITIERF REGTR T, BT, JE RN B | P ORI, AR B i A IR, R AR K, ) o 55

B H AHETIE 27 5% C AMLICKVIEC L EL Tz, INVERE DT LT NRDSH ST ZETT,
FyMCTR TS, #R BN OenA 2 ZHETWDE T, B, LB S O
RN B CRIS BRI BRARE, 720 IS (1985) LEL T, TOIRERITH OIS
T DNDNDIERIR A THo LB i< ERB S Lo THNET,

AML DJER DL <ITFEFFFERG TR INH] B BEMHIC L o8, f Vs A BRI IN72 2 B
LET.

[AML D%iER]
BT BT
< JEH) A (decreased exercise tolerance)
< R DR (2 0fL, P O BRASE 34 leukostasis)
-5
- R P O H M KD BENR | global encephalopathy)
* T A I JE (gingival hyperplasia)
PRI R
« JIT e ek
« 2 FEEIR (leukaemia cutis: HLFR A2 I X 4R D FEHER)
Leukemia Cutis | NE]JM
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https://www.nejm.org/doi/full/10.1056/NEJMicm2103771

* BEFERERSE . (St o, 8 PR )

« H#&i# 2% (menorrhagia)

BEANF 25T B I ER DS MR R LA 230 F9°, myeloid sarcoma &> granulocytic sarcoma &SV E T
RO S TR A R EE T, T AML BEO 2% TRONET A, TOLILEHIHLLHY
monoblastic £721% monocytic 3L NLH T,

BESMR 20 A I EREE N (WBC =50,000/mm’) D& 1T IEHEZE RIS BT 28, TDHE . THIRIIC
RN IZ cytarabine 7> methotrexate JEAZHELE T,

PR CIEBISMEZ 13N HSCT # TiE 20% 105U E1,
BZMRZ BRI P AR B T B S EYER R M HESE T4, F7- ionising radiation FZ MEDIHY
H BRI TR IZ BTy b= A2 A RE T,

£LOFEF L AML OFEIRIT IR B TR G7 BT, JE BN B | PP ORI, P B 5 i RIS R PRAE K,
I ENHYET,

5. AML @ WHO & ICC 43¥, ICC [ MDS 25 AML Lk LT- R B EE 2 5

AML OZ W3R e ZIE R I "F 86T B SR M iE (myeloid linage) D 3HFER (blasts) 23 30% LA k.
AT 20% L0 BT AML S22 L F9728 AML 27 E S5 F 2 NSOV EROEI &I EbL T
AML 2L F7,

W REEREEAM , flow cytometry (2L D% & B (immunophenotyping) | & {x 153 H7 T

ITWET N, B o hTidm s oA K 88 (karyotype) & AML RSS20 T &0 E9,
7238 AR B S A1) (germline) 2 g~ DI A M IF X FH A,

Germline D 552G~ DIV B E OV F AT LD RRKE AR (fibroblast) E5 38 23— VN RSB =T,
AML 43¥E1% 1976 £ D French—American—British classification (2R FED#D IR F I TEEL-,
YHNIERED LA FA T LI T iE WHO 4338 & European LeukemiaNET recommendations
\ZL% ICC(International Consensus Classification)s3 382360 £9°,

ICC Tl IR 10% L EOIFERDAFAEL B B H | WHO 3 F CTIEHFEROFIA 1T RSNLT
WERHAD, B EL T BCR::ABLL, CEBPA M54 AML NI ZHEER = 20% MM B TF,

77T —hE37 ICC 43 ¥E Tl myelodysplastic syndromes(MDS: " i 2 i E (B RE) &
acute myeloid leukaemia (M H BEME A M) DERICEENHVET,

EERDY 10— 19% DA . LAHIIX myelodysplastic syndrome with excess blasts—2; MDS-EB2 &
ZWrSELZ2N, BIFFEIE Myelodysplastic syndrome/acute myeloid leukemia &L . B L7~
IRBLE ZTHH DIRIFA7 v ay DRtk TELIT2~ 1D TY,

MDS 2SINZ U7 H Cldre AML O IR R L7~ 7= DT,
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F7- TP53 DAF{EI IR B B R IEEE S X poor risk  MDS/AML L CIEELET,
WHO & ICC D EWLFRAIZIZmE O TV EDLERMLETHLHEDIETT,
TEC 2022 4ED WHO & ICC S ¥EA 8T £,

[WHO ® Revised 2022 AML classification]
+Acute Myeloid Leukemia with defining genetic abnormalities(ZEEREIZ BIfE /2 L)
*Acute Myeloid Leukemia, myelodysplasia—related
«Acute myeloid leukemia, defined by differentiation
*Secondary myeloid neoplasms
*Myeloid neoplasms post cytotoxic therapy
*Myeloid neoplasms associated with germline (ZEFE 0}z % %)predisposition

MR A DEDIRE, AEFHAMAL RS (germline : F PEAFED 72D DIFF-, K1) ORAITIEE RS LE T,
A IE germline DERANZIIME R RVNEFHIDTT,
Germline O 54 2 G ~DITILBLE DNV F AR K D8 H Hiio (fibroblast) $538 23—V b A #' =T,

[ICC @ 2022: International Consensus Classification 43%H]
*AML with recurrent genetic abnormalities(ZEEREL = 10% D)
MDS/AML GEEREL 10 —19% DHE) . AML GEERER =20% D)
+AML with mutated Tp53
*AML F721% MDS/AML with myelodysplasia-related gene mutations
*AML F721% MDS/AML with myelodysplasia-related cytogenetic abnormalities
* AML not otherwise specified (NOS)
*Secondary myeloid neoplasms : MDS F7z1% MDS/MPN 76D HE & (qualifier)
*Myeloid neoplasms post cytotoxic therapy : GBI EH CTHHZ LD qualifier
*Myeloid neoplasms associated with germline predisposition (ZZFEAERS)
ZHUIEZL O R HVFEMIZZ D The Lancet, June 17, 2023 AML(Seminar)®
£k (Appendix)Supplemental table 2 27 & <72 S0,

FEOHFTEAML O FEICIZ WHO & ICC A HY E97, ICC TIX MDS 25 AML bHEfr LR EE 2
ESC

6. AML 23 25D %7 V7" (Rif, RE. F1) (253105, APL [38UE T B4t

AML 23 ¥E1% 3 2D 7 Vv—7" (prognostic group) (2RI LSV E T,
favourable, intermediate, adverse ®3-2>TC9,

AVERTE S E P (APL) (Z3RAE, T2 BAFRETT,
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[Acute myeloid leukemia risk classification]
@ | iF#¥ (favourable)
*t(8;21)(q22;q22.1)/RUNX1 ::RUNX1T1
«inv(16)(p13.1q22) F£7-1% t(16 :16)(p13.1 ;q22)/CBFB ::MYH11
*Mutated NPM1 without FLT3-1TD
*Bzip region in—frame mutated CEBPA
+Acute promyelocytic leukaemia t(15;17)

B IFREIZIX core binding factor (CBF) leukemia 5 A t(8;21),inv(16),t(16:16)X

Acute promyelocytic leukaemia t(15;17)72ENBHVET, TV T 177 D APL IZHAE, T B/ 2D T,
CBF /s {13 MR BB s 72l 8 3 5~78 2 ERaT i SR 5 K 7 2a—-MME L TRV AR 16 §ikHE
BENESTT,

NPM1 2% (FLT3-1TD 5372< C) X in—frame CEBPA % #(basic leucine zipper region)b ¥ 1% B if,

@ [ [HEf (intermediate)

*Mutated NPM1 with FLT3-1TD

*Wild-type NPM1 with FLT3-ITD

t(9;11)(p21.3;923.3)/MLLT3::KMT2A

LD, BAFEIFA R RIS T T X COMAER, 5 7525,

T P EIEEIX AML OF%Y 40% % 58 normal diploid cytogenetics (Bufa Ao Hgh 7372<
AR E D G1 HWIoH e 43 LRI DY R DS 2n (T2 TREE) NHVET,

F7- FLT3-ITD IZ ##H® European LeukemiaNet 2022 TIZZAUIF A/ EE 2 £,
ZAUZ FLT3-ITD & NPM1 [RIBGZE 5 C FLT3 BRI BG L 7= L2k 5,

@ ~ E ¥ (adverse)

- 1(6;9)(p23;934.1)/DEK::NUP214
*t(v;11923.3)/KMT2A-rearranged
+1(9;22)(q34.1;q11.2)/BCR::ABL1

*cytogenetic fusion : t(8.16)(p11;p13)/KAT6A::CREBBP

-inv(3)(q21.3q26.2)or t(3;3)(q21.3;926.2)/GATA2, MECOM(EVI1)
*1(3¢26.2;v)/MECOM(EVI1)-rearranged
-=5 or del(5q);~7;-17/abn(17p)
«Complex karyotype, monosomal karyotype
+AML with myelodysplastic syndrome-related gene mutations
ZIBIE MDS ELTOFRIEN LD, HiT-72(de novo) AML ELTRIEFTHI L,
ASXL1,RUNX1,BCOR,EZHZ2,SF3B1,SRSF2,STAG2,U2AF1,ZRSR2
HLZINODOZE RN BIFIA7 AML TROLNTEGEITTHRAR TIER,
*Mutated TP53
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FLOFTELEAML #3200 F %7 N —7 (BIF. RAB . FREDICOTET,
BAEFREIZITAMERTE B6ME B 1Y% . CBE A, B BIEEICIE FLT3-ITD % KRB RS
MDS ZRIET HiIn FEERERHVES,

7. 65 L ED 10% CTriFEEIRED/o—M3& 1M (clonal hematopoiesis) &V /L E ) A7 57

2R E RIIEO R B PRI BB o— 2 v 7'e7’) /1 (monoclonal gammopathy) 2380 F4 23
IR EED F IR THY clonal hematopoiesis(Za—v PG ES WV ET,
MR DS A DREEIRZE EH X DIVET,

Ju—y L E ZIXAG A= AN 0= A=A DBV E LT, O /INFEAEOEE | BT OB E A T Z D B ]

LB T EBESIVELT, 2 RS TTED RREIETHES 3 ATHMNT IO TE 0, KIEZD 3 /\
2 TLIZ, 1 AR BB EDST=DITIT VD 2N O THEIEE DB U SAZ R U T-T-E2 A,
STRDOTHEAE->TNZEDZETLT -,

ZOMBEEL S TIEHVET A,

WL@H TIXMIE DI A D70 M E N T expanded clone (JE K 70— B HllR 38 5E 1L C
WALV FAET DIRRE 2 DD/ ) AETRER D $72 2 variant allele DEIEDY 2% L1 E

*ﬂ%:&yﬁiﬁ% 128D AML <2 MDS 23R AELFHEEID T,

DOFEVE—DF ) MR ZH T 580N A E DG TE 2018570 T,

65 % LA D 10% T clonal hematopoiesis 23V HFIZZE ¥4 L Z DI epigenetic regulation

2T B8 51D DNMT3A, TET2, ASXL1 <2, splicing (Aytr v v— RNA DX T ERRIC
RNLEEIR AV I 585y A PR E B 4y 20 ) v e i D UE) @ SF3B1, SRSF2, DNA 55 HMEE
@ TP53, PPM1D, £ LT JAK2 72E R H 55 TY,

%7~ CHIP (Clonal Hematopoiesis of Indeterminate Potential) &7 ARCH(Age—Related
Clonal Hematopoiesis)& S DOAVD NS IZ LD TR AEITIAK AHILDFEHTT,
TR ZRMEBEIEORTE S D monoclonal gammopathy (ZEAD T,

clonal haematopoiesis 235 EMIE N AN AT D E<, ol B R BV AV LD LT N
BWWEHITY, BRI E RO EEC.LEICADZZORIEEA, ML EEZ 355 TY,

FEOFETE 65 LA ED 10% THFEFIRIED 7o— M i (clonal hematopoiesis) 230 AML
72T b BV AN EHLUET,
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8. FEAEM(CR) B BEMNIEER <5%, KT m, 4FFHEK > 1000, /MR > 10 75, B ifn A< 25

i

AML JBE DT — )V 522 5% (CR: complete remission) T3, ZDEFRLL F DB T,
BRI OB HIHER<5%.,

« AR MO E AN BEEF ER N DRV T 8

« AR DO AFFER>1000/ o L, i/ MR>10 5/ L,

» gy ift. A~ FE DI

BTE., SEEBMRITIRDIGE Y A7 NV ETHEFFS 2T UE R0 A,

The European LeukemiaNet 2022 TIXLARTIE 724 & ##(CRh: Complete Remission with partial
Haematological recovery)Z &l 45 B LK ) & fi# (partial haematological recovery) &1L T

B ER=500/ p L, /=5 U5/ n L ELTOWELT,

Z D2t CRi(incomplete recovery of neutrophils or platelets),partial remission,
morphological leukemia—free state 72X D RFERIRIRIENRHVE LT,

CRh ® HEEIHEIE European LeukemiaNet 2022 TIXIBHE i ® endpoint (25 FALFELT-,

[AML D&% %)t : European Leukemia Net2022 4345

@ =4 &% (complete remission)
BEN OB BE2EER <5% . i FIZEBEFER D2V H DV T Auer rods & & TeF BEFERDM2
BEAMBRZE DN 720 I BRI 0=1.0 X 10°/ o L, 1fii/ MR =100 X 10°/ u L

B
B

@ CRh(complete remission with partial haematological recovery)
IR ERAE R 2= 0.5 X 10°/ 1 L, M/ BG40 =50 X 10°/ u L, b7 XM I s2 & E /RO ITATVT %
7=7,

@ CRi(complete remission with incomplete haematological recovery)
FreMEAF TP BRI < 1.0 X 10°/ p L F72i3 /Mg <100 X 10°/ p L, T ESMISEETIEDI7ATIT
g [

@MLES (Morphologic leukaemia—free state)

EREN OB ER <5%. Auer rods Z & T o5 i EFER N2V, R ML BB ERD 7200 SR ZE D3
R MRS TTRVY, B2 B BRI (aplastic) PAL EHRIE TS LR
(chemoablated) TlE7a< B #fil I ARERAR 200, ZERRNITHIIEDY Z 10% 72T ALIZ 22 D720,

@Partial remission
TEREMEO MIRTFHIITATT  BREO B BEHFER 5—25% . 1BERTOBBEN OB B FER DN 1K 50%.,

@ No response
SEAREMDITAT)T CRh, CRi, MLFS, partial remission (Z—% L7\,
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.Non—evaluable for response

BRI 2357 TERWEE | BHEOYIASET | FHIATOIR R 1L 7 VO F DRI AEL 7220

FLHOFTLEAML BEEMBOTEERITEBTENFER <5%., KM CEERA Y o fFFER > 1000, M/ >10 5,

i AN SO T,

9. JEREFEAM CTlX AML % Rak9, MRD assay % flow cytometry, PCR T{T9

CRh(complete remission with partial haematological recovery)<> CRi(complete remission with
incomplete haematological recovery) CAAFHRITLEL T M, EER /2B REFRIFE M TIX
F M X S L, B ARRIRIR DA+ TR £,

AML AR LU TR EE D1 X 107 251 X 10 ° 124K T L TH MRD(Measurable Residual Disease)
assays | ZI 0 ED AML MiiaZ i 52 N TEXEMOFRLE D 0 F97, IMRD A HZ I3 RS S
HHD T, MRD [&id AML Afa MRS Z L TIEBY ERA .,

MRD 2D E 1T MRD £ ORI 9708 0 BERITRAR1 X 10 Mifask, -5 %D 1/1000 LLF
THRIHTEDZETT,

FEYER 5L (intensive) LR TE 2 7 — )V CHEFE D2/313 MRD [2M: Tre 2 Em AR L2

1 5 ANDEE O AN TILELFED hazard ratio 0.36(-DFEVF D 64% AT H)INT7e0FET,

BI/ED BEuropean LeukemiaNet 47%¥8Cld CRi, CRh without residualMRD %
CRuro-» CRivrp-» CRhygrp- ELUCOEREMOE DT FIEERVELT,

MRD £ H1Z1% Flow cytometric, real-time quantitative PCR(rt—qPCR)MRD assays 72& & HWET,
WA= A2 X555 F MRD £24— 3872 FLT3-ITD Z R Hica e s nE+,

NPM1 25D AML Ofb529#15 T, RT-PCR 124% NPMIMRD & HC. 40% Dr—2T

2B /—VIAARETLT,

FLOFEFTLIPRETEN T3 AML fifnz HaBL £9°, &0 AML flifnz 4 H 9% MRD (Measurable
Residual Disease) assay % flow cytometry, PCR Tf{TUV\VE9,

10. 3 A% the 7+3 regimen, #i[E D1 cytarabine, [AlfE HSCT. B1in - HEHITER

gk AML {6 Bl A2 L A A ThIVET,
B ROHE—2 VT VR I FEE L EBAD the Ferraca criteria 2358 b AML 182 A0 350D
FHmCEbIVET,
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F 9385 ABEYE (induction) @ H LI I RE F21Y % (morphological remission) TH Vil Y T
B AR 1% ML D VE (post—remission consolidation therapy) CTHUNEIFRZ (residual disease)
PIILET,

b — A7 BE AL induction regimen | IFA7ZIC the 7+3 regimen T,

ZAUF eytarabine(¥ut4+)100-200mg/m?/ H % 7 A B£FEE, DU T anthracycline ¢ idarubicin
UH <4y )H> daunorubicin(¥' 7/ v4v )% 3 HEHREGLET,

72721 the 7+3 regimen (3> 75 OB B | B E OHLEE TIIHOWEE A,

cytarabine(*a# A1, Ara-C)LV IV VHERHTEHIRE THY | anthracycline(bF AV 47—t 11 BHEH)IE

DNA, RNA SO FEX I AVIAA A AL 21T\ N, daunorubicin (47/<v4YY) ,idarubicin ({% v{VY),
pirarubicin, epirubicin,aclarubicin,mitoxantrone 22380 %4,

anthracycline-based therapy 21793 & 132 BN REER D=0 Lo — 3BT,

foe [ [E O EE | ITH & & F 13 E A ED cytarabine T,

European LeukemiaNet 2022 4"/ J4V Tl cytarabine 1000-1500mg/m? ##i+E% 3 BEEINNT T

3—4 %0, HHVNE 1 B 12 BFEfiIHNTT 3 HIEL >60 %725 500— 1000 mg/ m* C 3 EFEINNT T 12 BFfE 15
3 Hif&ELET,

7~ [Flf# (allogenic)hematopoietic stem—cell transplantation(HSCT). #EEFEIEZ T2V FET,
PEEOE IS AT AML Z23IE LB I EA ST TVET,

8 EAAETHR ik AML FEIEO SR 258 2V fr BIGRE O 22 B AA I IXBIEE O | AR s -7

1. 50 PR RS A D N EH BTV EL T,

AML @ 30% T FLT3-ITD, FLT3-TKD Z #7435 £3 75, the 7+3 regimen & cytarabine O H[E 1A
\ZHNz T, RATIFY trial @ phase 3 Cl& midostaurin(the multikinase inhibitor)Z B3 52 L1250

4 FEAAFER DS midostaurin IBANEE T 51%., 771K BT 44%E720 2017 41T midostaurin 23 EATEHREIT
BINEp57=0DT9,

F72 quizartinib(7' 7V 74 /Ny - FLT3 BHE)ITIRINA) FLT3-1TD PHEIR CI 23 bELEE O H T
EIERNLELET,

%72 AML @ 20%1% IDH1 <2 IDH2 Bt T97 23, ivosidenibUDH1 L 3K). enasidenib(IDH2 FHEEH)i8 i1
NATVHETTH T,

£7-LLET MDS (myelodysplastic syndrome) Ei2Wr&#17- AML < chronic myelomonocytic leukaemia

\Z%FL liposomal daunorubicin—cytarabine formulation CPX-351 1%, 60 735 75 & D BE THERD

the 7+3 regimen (2L UAEFER DS INL7-,

EHE/2DX CPX-351 {6 L T HSCT #4772 BEIIEV DI BAF T, 3 FEFFR 58% ., —J7. 7+ 3 regimen
FECIX 29% TLT=, £/ CPX=351 TN >7=MDl% daunorubicintcytarabine D& H- & 0MELS THH H TH
. FHIDOE EENVEED liposomal FLH|THL A MIFRE T EZm SN ET,
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F7- CD33 ZF H 4% AML 126 L 2017 4E, v{n4—/" (gemtuzumab ozogamicin) I3E /70— ik
calicheamicin Z#5 & L7cb O T I, FI3EkIBEEOFANRE TSN ELTZ, Flovfuy—/
(gemtuzumab ozogamicin) /% CBF (core binding factor) A MiLJE . BIH

t(8;21), inv(LE)IRIEIZIBINT ALY 5 LTI 55%00 T8% I E L £ LT,
2AnA—7 XA A2 Sme/m? CEAMIDOE 1,4, 7 H HEHBEOEOE 1 BIZEESNET,

FLHFEIE AML OFR{LIEHEDE AlX the 7+3 regimen T cytarabine(¥u4%4/h)7 H +anthracycline
UB <Ay /B )2 A3 B W TCHE DT cytarabine S2[AFE HSCT (& if. 36 ifn. g Al A B A
ZHUSIBINL CEAS TAERIE R 2 TV ET,

11. SEREMTHERITISHY R LT AML TS, VA7 1 CRIFRE M8t Al

WD A SO E DL TRABEMII -7 THFRITELSHY AML B O K1 AML I2XD

FELCLE9 . HFEUAY >35% LA X0 MRD 385% T A ff e i #p A A A A (allogenic HSCT:

haematopoietic stem—cell transplantation) 23 HELE T,

HSCT #ij. MRD BEHEENGLDIE T TRIZF AML OFFAIZ LD ES,

FLT3-ITD TO 4 FFAA(FRIF 30% A, —F7 CBF(core binding factor JAML D355 14
>60%CTd, FoBEZREMN 1B H 2 E B, MRD OREEICHIKFELET,

MRD ZJ85 9 72D AL FEN LT D053 NCRI-FAMLIS trial 23 T30 TOVET,

HSCT 23 hi T2V VB CTIEHERHEIE ORI I T S TOET,

SRV AL 2 A% OSERTLAR T azacitidine(b 4 =4 (REHHEGTHO B2 FIER 237 7R IZHL T
BN TVELTZ, QUAZAR study T 55 kL ECEA + H[E D REVE D | azacitidine #5113 51X
7 7RI U TR CUVEL 7 (AR Il 25 7 H %t 15 7 H,p<0.001) ,

B WIIEHEN . SN TWEEADPR OIS 2—3 22 TR B TEET,

Z3UE AML OFRE O FFE ORI (time frame) (2720 F T,

FLHOFT L AML OEREMTHFHIITIIHY KEFTAML TR LELET, VAZE R,
[ e 5 I i R e RS R HE DR T,

12.. A bR IS RN AR ATV EANZ ventoclax(N 17V A4) BN TE 2R 28—66%

B AML B Tk b FIRIEDN G N TRWIGE | Bl RO E — A SE DL 7RIE R,
[Lower intensity acute myeloid leukemia therapy | 23 &L £ L7,

ZHOBE TIIIER AR AF VLA (hypomethylating agent) B 5 azacitidine <° decitabine.
F7-AKH & cytarabine 23 5-SIVELTZD3 Ui T 5D DB E TG R B 1 4RI
7272 o7 Td,
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7> azacitidine £venetoclax(VIALE-A, ~N /L7 24 BCL-2 & HPH)D phase 3 trial Tl&

BHE 7RG UGE DT O, L D& FEME=R (composite remission rate, {EHEEE 764 (C H LT
JEIRDNE KL 727> : CR+ CRI) 13 66%%t 28% T, AEAFH RAEIT 14.7 W A %F 9.6 W H TLI=,
Venetoclax 1% BCL2 2N 71IZfE A U TSRO TR My 22 R L £,

T 12 AR AF A A B AR R S~ R R R0 DA DHE D 4F FERIBUA I Z LD BN L <2 £,
1EAF MY AN+ venetoclax (2D F HEHNHIE CYP3A4 SUGCEEIN T DN AN T4 SRS IVELTZ,

Z D VIALE-A ({ffO/EABA 5> T2 ) trial Tl flow cytometry (240 MRD [Ei:&72 -7~
BFITE MRS SEOAEFELSELE L, 1203 TOEMIT 81%., 17T 94% TLT-,
N =2DBAG T3 NPM1 <° IDH2 F7213F D 1% venetoclax Bz B nF THY EMEN B\ JLHTT,

F7-5H IDH1 ZEABAH O 8%1X AGILE study @ phase 3 1215 azacitadinetivosidenib [,
azacitadine HUMIT HE N TOR R EMFEE721F CRh 13 53% %) 18% TLT=,

FI MR 0E DA DHEL D 72< | Ivosidenib DEIVEH &L Tidk IDH associated differentiation
syndrome 73 14% ., QTc ZEE N 10% CTHOHIVELT-,

AT MEANZHI 2 HAVEEH 727V AV 35T IDH1-inhibitor +ivosidenib 73, IDH1 28 % AML |2
AAISHELT,

F7- K H & cytarabine HAMIZ B L | K & cytarabine +venetoclax(the VIALE-C study)=<°.

1 & cytarabine +hedgehog inhibitor glasdegib IZEAENEIL TUWVEL T,

FloF T LIk b FERIE R ARATWERNZ ventoclax(N 2V 21BN CEARER 28—66% 12
wELEL,

13. AML 383 5 <RUF T venetoclax JFA | 151 FLT3, IDH1, 2 (257 TEERITRE

AML BEOFREVE 1 FLINIZHEFEL ZOIREITE LD T,

LU AE H L& I FRR8 I Ui kit 4, 5 AE THIEFIT 10% L FITZRDET,
Cytarabine %z FEAR L U7~ FE ETR ORI 9 1 (salvage regimen) @ FLAG-1DA, MEC,

HIDAC (T AEE T/ AY g 12 77 A UL L. allogenic stem—cell therapy ~EE72DF T,

PAEITIZ salvage &L C venetoclax Zf# L T o7 B35 Tld, FLAG-IDA + venetoclax {2
XU flow cytometry {ZJ5 MRD [ 0D 58 2 EMRIC B A MEZR DS i < [F)Ff ks i s K fu RS hi
ICBAIT CEET,

F72 AML O5 751, B FR0E CERBR A HEERKSTIBEIFIH TED L9
TRV B EFR OB RICA-TEFE L,

gifl salvage JEEEIZ N % T, FLT3. IDHL. IDH2 ® AML (2%} LU TR 1 OFE Y15 (targeted therapy)
D&HVET, FLT3 IF AL E T FLT3-wild(#F A=A )type DEE D 20% 13H 7272 RARILET,
FLT3 2RI L C FLT3 2% €2 regimen TR T 5E 40% T FLT3 &k clone IZE R L F T,
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%72 IDH1 & IDH2 Z2 B30 /u— TR 2D | FpLEHIZ B L ET 23, Bl I BOE i
(myelodysplastic syndrome)<2" & HlHE 54 ff 5 (myeloproliferative neoplasm) 735
HBRINCERSTHIEDNHVET,

FLT3-ITD X FLT3-TKD Z ¥ AML Ti#& O/ 7% —t FHIEZED gilteritinib(Y" AN4) 2% ADMIRL
trial phase 3 DfE ENHHKGEZIUMD salvage 1B E L L TR EARER 21% %t 10.5%,

improved complete remission 7% 54% %t 25% . 4=/EFHM] 9.3 W A %t 5.6 7 H TL7=,

F7- gilteritinib (Z&V, <D B HSCT ([FIFHE MM AE) ICBAT TEEL72 (25.5%%F 15%),
FLT3-ITD (=54 %/ ¥t FHAE 3R quizartinib(V' 70 7006 A1 6.2 0 A %6k 4.7 1 TLI=,
7272L FLT3-1TD 2 % AML (Z%fL quizartinib 235&GREINCWADIL H KD HTY,

AML @ 20%1Z IDH1(8%)7> IDH2(12%) 2 3D D725 T, IDH1-BH1E 3K ivosidenib,
IDH2 [ 11 #¥ enasidenibCK[ED )% 8 & TR (composite remissions) 30% ., L& 717
WER 40% CTERBENTNET,

TEAF AN venetoclax(N 27V A0 IE 58 IR N0 LR W R TOBERTIFE CHEHAS VW ET,
Rl 2 [BIORERTEE CTHEIEME., RIEHED 55 NDOVV VT —hikBh G FRREZR L BRBREK S I O B—RE T
Ehi-453RER) T decitabinetvenetoclax10 H [5] T CRi BE COFEREMER|T 429% T JEBEAYIT leukemic free

W72 >7=D1% 18% TLT=,
Venetoclax &5 D& A8 (s, diploid cytogenetics <2 NPM1, IDH2 Z B CRIENHVEL T,

TV ZBLLZ572Z DO iE#E E L TlX, menin inhibitors 73 NPM1 28 ¥ KMT2A-rearrangements
(2T HH—10 T MRD M e R v RS EL,

¥7- CD47-SIRP « macrophage checkpoint FHZEHIX TP53 28 B IZ%FL azacitidine JEH TEIZEGEZ RL
FL72,

FLOFTE AML FHIHRITESEDORGEIT venetoclax JEH . B 5+ FLT3, IDHIL, 2 |24 FERIEHE
BREVBHVET,

Z VTl The Lancet, M EBEME A M5 (B —) BA 13 OREDKIETT,

BERTE BEERE B IR IR 9] DIC 2 LS <AV ATV T ) (/R dRERR CIEHEE 90%
1IN 4 55 B st TBREGFER, Auer /IMA), K I HLUR(CD), e R QAL 5 R), B s 1248 5
AML FZ AR FIAE, 2/3 13 55 kLA k| Mg TR AR, 5—10%8 s, 5 F41F 3 Hl
EDR VL IERE TR T 97 BT, BN ) | R IR ek B3, il A A, R R ARG, M ofn 5
AML @ WHO & ICC 43#8, ICC 1% MDS 725 AML S L7- KB EE 2 5

AML %3 2D T4 M=7" (Bl RE., PR IZ/3T 5D, APL IZHE 75 BAF
65 ik L LD 10% TRIEIRED7u—PEi& M (clonal hematopoiesis) &Y /LML VA7 15
TERTMRE(CR) B BEN 2 ER <5%, KL T e, 4f HEK > 1000, ML/ v > 10 77, i i A ZE
FEREREAM Tl AML fifa% "kd4, MRD assay % flow cytometry, PCR T{T9

NI the 7+3 regimen, Hi[#H (% cytarabine, [Flf# HSCT, a1 EEHITH T

@O 06
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® 6

SEAEMTHEIRIZLLSBHY KT AML THIS, VA T Clrl i i i sl 1 el et
b b IR VEHESh IR AR ATFAEENT ventoclax(N X7V I 28BN CEMER 28—66%
AML PR3 5 <R 12 venetoclax ., IB1in 1 FLT3. IDHI, 2 (255 FFERITEHE
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