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(Nonspecific systemic symptoms: Weight loss, anorexia, fever, night sweats.)
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(Blast cells aggregate, blocking microvessels; a medical emergency.)

ﬁﬁﬁ’ﬂ"ﬂgﬁﬁﬂgmm . o) ]S 4 (Bone and Joint Pain)

(Leukemic cells accumulate in organs:
Hepatosplenomegaly, gingival
hyperplasia, skin nodules.)Myeloid Sarcoma

>100,000/pL  Blasts \ @ Visual

impairment
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Gingival Infiltration ~ Leukemia Cutis (Rapid expansion of leukemic clones in bone marrow cavity causes pain.)
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Morphology) RFEMBIZE (Molecular Biology)

3. [EHEEEH 4. RS REMHENE
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Non-routine, performed only if neurological symptoms present).
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o t(8;21)(a22;a22); RUNXI-RUNXITI: i = 21 5.4 ¢ %+ 1 RUNK]
A FE 8 BA I M RUNKITI CEF ET0) A Fg &

o inv(16)(pl3.1q22) 2 t(16;16)(pl13.1;q22); CBFB-MYHII: & & 3 4
CBFB #5182 T i vevepg v 488 %) WVHII & -

o t(15;17)(q24.1;q21.2); PHL-RARA: v # =% % 7 Acute Promyelocytic
Leukemia (APL) » &8 - f8 2 § W42 F F M2 Froibie iz oo AL &
A o H & Fv & promyelocyte FFEFEETT & ARk A T

MREESE (BESHh) : AMLFEERMESE

\N i< Pr WK ZR 9 ERELEHR
s SIS N ER i -
“e ks DFENFERREHE AL BEANEIREER2—
W oaw B, . £ -60% ] | p:l =y
.t J #9 50-60% FLA AML fEBIE g R R
R AR
Q& SEF (cBF) MM b A BiEen
g B ws21)q22022); X. :
/a —> |, RUNXT-RUNXTTT e 45 )B I
|~ ' ,.é}r " i3 ‘17 i
BE= /,.__, S - t'.
mv|161(p131q22}a£l{161s}(p131qzz) CBFB-MYH11 ccuas s
h » ) e 23 EREMRE RS BERE
D i 1 | CBFB-MYHT1 ' ;
5§87 Se i R HitmEpamR
168 162 BENE | REE (-5/del(Sq), -7/del(7q)) § 4 inv(3)(q213262) &
HitEREE - , =~4 1(3:3)(q21.3:926.2);
t(15;17)(q24.1;921.2); PML-RARA (Acute Promyeloqmc Leukem:a, APL) EEEE E ] GATA2, MECOM(EVIN)
E 8 PML-RARA ol E,i 1(6,9)(p23;934.1);
1 % i - 7 i7" DEK-NUP214
17 SBIRIRAT » MM MDS v
158 SR L mmm HEMER AML AR I AN % el

e BR'G . FUEZIMMBYEHINKFRBELZFZAFIPM -

o ###3 (Complex Karyotype) : % & 5 5= Bt 2 4phdend d 48
2¥ o

o H ¥+ (Monosomal Karyotype): M Z4gfeidlen- fadg B 251
T hd FEF A MAEHR S A RS RBE Y E B - BV AR
H 4o LLJf # A 1 ¥ "’E”fﬁ?‘;im ?;97&] B o

o HEET %Hu* Weng A SER D 5 54 LI INAIS A
(-5/del(bq)) & 7 5.4 ¢ %t 4 (-7/del(Tq)) 2% k& AML 5
Hie ¥EAw B B2 B4 NS AML 5 BE o
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o HuBR'GHE: ¢4 inv(3)(q2l.3q26.2) & t(3;3)(q2l.3;q26.2);
GATAZ, MECOMCEVII) > t(6;9)(p23;q34.1); DEK-NUP214> vt % % ¢ R8%
11q23 + e KNT2A %) CEfE MLL) & 5 a4 & A Flend £ o

AFRRE . BE-fikER FATIRY

&ﬁ4mm%£%1#ﬁﬂ(WAM)*éﬁ%%ﬁﬁi%%*ﬂ’&%%iﬁﬂi%
L FRPIH RS EE G MELI R T AR (NGS) 2lep me &3 B
LR o

NFBEESR AMLBWRERRS , &

TEEEIZE! (CN-AML) /1 NGS P FH ISR S BENEE =

NPM?1 (Nucleophosmin) - & B B8 BT FLT3 - jE{CiE R a1 5 A bR
Exon 12 4 g Lioend
iy 1t 30% Ffi% AML, 50% CN-AML A | 4 #) 30% AML 750
% FLT3-ITD Ba%RE PR A 8 b ITD . BES > BEEE
o — o @D wromamREs R;L;?;N tiﬁ.l'.‘in o TKD: TR R
Cyﬂmhsm q ./ \"Pm g f E ) @ ‘
L NPM1 I > IR QDY |
CEBPA - & (U R AZRE KR TP53 - [EMRINEIEERCHR Y
WEGREADY bz BEFERE TP53 Gene HERT/ 4 2
CEBPA Gene #910% CN-AML — _:5:%.“_' 15 BREREIFRIEZ—
/ \ QE/bZIP RE R (| o p———
— % — Emerme @
OSDD ){%@( g f . wERE Non-f:snguonal Il @
L AR BRI BHRHEESE ESR « SETIEM AML {CRin i ‘

NGS EHEE S — ﬁﬂ!&ﬁlﬂ_

o NPM1 (Nucleophosmin) : NPMI A Fl¢tEg+ 12 R %8 AML ° &% L ang @i
%0 01k 30% b o Ho 50% chmree:d @8 F 0§ chE B F By 2
(CN-AML) ° %2 3 # 84 FLT3-ITD % % b '& 5%® F]F 0w ™ > NPM1 R %3¢
T ERAFIE(S 0 &2 §_MRD ¥Rl 4 e

o FLT3 (FMS-like tyrosine kinase 3): 93 30% h& L% #gito & T (AML) T
Bl R I FLTS i MR % o &% Loy dl i juxtamembrane % 3 ep 388 B &
A (FLT3-ITD) » & % % ¢ 3548 £ M e Fa 1 > 7 2 1 2 et flg o &
AR m B F A A RPFLTS-ITD RE LB RF LG E RMAGEF LT HF
M e Apg2 T o frowpiepr % (_FLT3_-TKD) eh@bR 3 2 Fais » HH3f
BRI AR 2R

ﬂ
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« CEBPA (CCAAT/enhancer binding protein a) @ ¢ 3 ¥ 4%k e 4 i i & &
TS AT HRBHE A 10% = CN-AML I B FEEAT (BFL) R%F
FARRE BRCGETT S APM - 2022 E BT b3l - H RiF o DZIP R 8 ek 2R
RLFHMARL GO EATHZ -

o TP53: TP53 :ZFamir#|AF » HRXB¥ L >4 EM A ~iok4p M AML -
TEEF R R M BRI R wp Y 0 TPO3 R ARG

prg —»-v—;l,g_‘_-‘» ¥ ’ 2 SN -
AIPiS R K2 — b+ fhie

2.2 2022 E®M o i (ELN) k&4~ &

2022 fEEM B MmAEHEEE (ELN) AML BRSS9 fE : ShaEseigiaiamese

IEI'JEE:EI

Eﬁﬂm&iﬁ: &'Emg teg FI.'I'3 ITD—-Interrnedlale !ﬁﬁﬂ mmﬁ!ﬁm

~ / ELN2022 lmf}lam " mkﬁumﬁm.e

x ﬁ & = (MDS related Genes)

: HRNERE ASXL1, BCOR, EZH2,

BB ) . RUNX1, SF3B1, SRSF2,
Et': > e [.Tﬁ’gﬁ'?:u | STAG2, U2AF1,ZRSR2 |

i o == — (eg., C;‘!;genﬂicsl 1
% T mezmamz (& ~of> smiTE TPs3 ZR
s =musEs

BE(2F) Bk

| esmEmmamE

AFFT FLT3-ITD

ELN i3 @ B '& & S B 4305 AT 8= L S8 ik wom (AML) & F » & o
RHARE > Gt RS AR Ked 2 2022 E DA SR AT MR ANL 2 5 H 4
g B AT T EBRMARNARE SR AR RLALDERPE -

P g S BN A4 ke zt- 22 8 A - BARKIHREEE B LR
hfs BRI o blde 0 2022 #E4psle Bty A3 FLTS-ITD R %0 AML §F

’B“‘iﬂ'"’ W2 RPHRFEH AL AT blms o P B3t 2 T

FLTS-1TD % % PR3 BEREM o e £ F 0 38t FLTS #4013 (4r

h;EE.' { ﬁ{wm%ﬂ oh

TR
12 AFREREY 0 FF AN RS EE A BRI EEE 9096
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midostaurin f= gilteritinib) A+ & » fe e L AL P REM N7 LI o

S AL R G ARTOEREF S S A B L TR B Y 0 A

?E? AR HERL o 0T L BT LATER oA 3 LA
FlAF R arE T g AT SA R 2V AR 02022 # EIN &~ B 0l & HEke 3

o Cytogenetics & A FI(A F )EHpenfF L © AR/ 2 FEPAT ek a s
%o plE - BA- R RPN

o RO TR eiRe ¥ ERET TR GRE o bldo - B
h'e VPHI %% ekpE 3 & k' cytogenetics e 4 o ﬁé’*—?‘rﬁ»ﬁﬁ:i‘?i\ BhE o

. ﬁ"‘ 7 IR e A S R 0 2022 EJ}%%]IFL’C_E?#‘* B IR BV AR AT
x5 % (ASYLI, BCOK, EZHZ, RUNXI, SF3BI, SKSF2, STAGZ, UZAFI, ZRSR?) -
Bilf b e RE F]F T o R R - B AR E A B X F
» BB RS -

o ¥ TP chB t FEFH T TP RER MBI E - B3 b ‘e
B> REHARE 5 gl

% 3:2022 & ELN AML 2 @A ‘G~ &

B 8 Y Z_#% e Cytogenetic/4# + 2 ¥ & q) e fEfs R

[ £(8;21)(q22;922.1); RUNX1-RUNXITI i RE R K (bl
inv(16)(pl3.1q22) & HiDAC/IDAC) » i # 7 £33k to %
t(16;16)(pl3.1;922); CBFB-MYH11 % % - a2 8 HSCT -
A NPM1 ® & FLT3-1TD 4= bZIP % ¥
4] CEBPA

L3 % %3] NPM1 & 5 FLT3-1TD 2 24 4] NPMI = % ¥ Hinf = £ 48 HSCT - i+

2 & FLT-ITD 2 &3 fl2¢2 flr & 24 W@ ¥ 27430 MRD ;K& ~ o 4
t(9;11)(p21. 3;023.3); MLLT3-KMT2A &  ih4F 2 B2 F 45 o
WEFRE 5 7 1124 2 10 Cytogenetic £ #

<

1(6;9)(p23;q34. 1); DEK-NUP214 w2 =R HE-B R HSCT 75 #
t(v;11g23.3); KMT2A £# (t(9;11) % EFtm A ¥ - KR
‘) inv(3)(q2l. 3q26.2) & AR FFEEE

FRinformation
R

13 ipf‘;%f_ﬁ:@"—%;j{ ’ “;4}1 Ko FF FPFQ)%EE‘% '-yF-’#F Fn’f 'Fg ° ﬁhE 2026
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t(3;3)(q21. 3;926. 2); GATAZ,
MECOMCEVI1) -5 2 del(5a@);
-17/abn(17p) 4F f2+% 3]~ H 8% :1'] LR
NPM1 ® 3 FLT3-ITD % %3] RUNX1 % %
A] ASXL1 R %3] TP53 7+ e d s ¥ fs 2
B ¥ ApMATIRE (44 BCOR, EZHZ,
SF3B1, SRSF2, STAG2, U2AF1, ZRSR2)

$=F B AML sk R

S R o om (AML) %‘ré@%‘?%&i/@.%i?%%%%i i 7R g s ARS o B

Y R B Rl R A S F&Mtnw piE KRBT R A AT R A RE R

R B e ot A WM ESL 2 REE Y g F WAk B (30 ECOG 224 )
Qﬁgﬁg‘ba&g—g )?;,—’“—t{:o

3.1 AREIRRAIAR A ER

AML BRREREE | DPEEREHE(ETS RS a5

(AML Treatment Strategy: Phased Structured Approach & Paradigm Shift)

REAEERSF (Fit) BA it B EEAR
(<60-651% » MEAAHEE) (Induction Therapy) (Consalidation Therapy)

BiR : RS A

@ EaEsmE e (Cot Eicts WD) ML R RN =
=ik _’ E!Hmﬁﬁ?!
TEIH Py (Goal: Long-term
‘ |\/\ B B M RER = (J\ Cure)
{Rapid Leukemic Cell Reduction) ?

8 28 % | MMIA 94 e oo

{Based on ELN

ﬂ A Eﬁg L (Day 28: Bone Marrow Evaluation) e k
HREERT(E i m’ Fs
(P:tsiem the;s F 1T
i PSR e
) RIS mis4AREss
. ¥ High Risk)
&ﬁm %C%geﬂl;la%aﬁgef BN — RS
(Paradigm Shift) Low ’.‘J&.;E.’.',‘f’.f:;.p,, Gy
% ERSHE
-— TR =P % > BT
- et
)( '*Wﬁﬂ O\ "\ BECERST :
ldoce Durable Remission (Nt ) WiMZ A4 MR
(+) StEEER
So
" ...E.'mjtsuwn‘at‘im

“ﬁfﬁ

E_ﬂs (Y[
YRR 906

14 AFREEEL  FF RN Ak FEFSRHPF
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AML e B Rvs e A FFELE Bt en 2 BB > L ERBE$ LRk P -

« #%5% (Induction Therapy) @ #“Fyfiq Bl "9 dopmied - LGEE

Bk o ME LR 2EE (CR) - ipf * 5l ¥ BiE 0% 28 %
TR PG

« ¥ His% (Consolidation Therapy) : i j&i¥ CR-> ¥ &t i v I M3t A
Mebite ™ fol 7 F 't (Measurable Residual Disease, MRD) > ¥ Flic B a %49
i T A e o N R R R T RGER Wy o e T RaEHE Y ELN B G

LR TRy o WP BRI F R p L 0 R L e B (HSCT) Az s &
B3 iﬁvm/ﬁ@u’ P i AML rE- ST E/r%‘/ﬁ% SR iE o

al

o A LR R R
o AN R (Fit) i @B as e 60-65 A i dr 5t
CEEGEE TR BEA SR g

o it # (Unfit) A @ HAF#F L (4o 275 k) S & Edk it
’ﬁ M‘Eﬁ‘”:"\'%"#ﬁﬁsbf-?-ﬁt ﬁ/;’&%r—g"égﬂ%%()

&
m*ﬁ

R

B MAEMARRE SN AR R ATRRE T8 Jmﬁ&**%ﬁ§°
@é?;%giﬁﬁii$%é*xﬁﬁ?%’%7@ﬁ$7 AREREET > T
BEFANERIFEL GED o - WRLAF R E L S I Ak GocE
He g2 EARE  GRREF LS L TLATERE L ERL P ERAL RO FE TP
ot A% - REELR o

3.2 WAk LEH A B B EERF AR

Bt E R YA A A m,g,l%]m}ﬁ Mo et i7—- 2 ¥ cytarabine £
anthracycline s & » 5§18 5 8B itﬁP e1% & & cytarabine °

3.2.1 "T+3" #¥* %

Wi gy R ARG T8 e (T3 S RET K- 3 LR
MR T o Rt ER (G F<60 ) el kR aF e E S L o
2.

15 AFREEET - FF AN FEARES FEF SRR
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Anthracyclme (EIRIMEY)
E‘I 3 ArarSTEARAcEE

2TRFHEN 50 F
FEBEEA CR %: 60-80%
ERERAE BB

B @2 DNA - HEIRIZEH8EE || - BE DNA B
Daunorubicin
#R4E (Standard): 45 mg/m¥X
TSR (High Dose - SF§#/RBAE(E): 90 mg/m#/ R
Idarubicin
12 mgim?/& (B53%/Potent)
O O O O—>

Day1 Day2 Day3 Day4 Day5 Day6 Day7 ERR R R ST i
& RS 468

Cytarabine (Ara-C) BEZ MK
BEZIRRE
W 7 RS UG 6

: BB
BI&: 100-200 mg/m#X (day)
S TR » 105) DNA BAE8 » FLL DNA 254 PO p—

v

o Cytarabine (Ara-C) : Cytarabine € - féefegsg iudr > — L & i 5 HE = gk

255 (ara-CTP) > i € 4% » DNA & #r4| DNA & & fix > j&@ pe b DNA & = 13 -

B A B mre = o 2 100-200 mg/m?/ xRS B T R B FFFEFR R

o Anthracyclines (E#g# ) @ ErhFHE S L @4 » DNA & Frildpt B 455 11
Wik DNA graadrhlfeim®e k= o A 3 X (T EF %L -

o Daunorubicin: #R¥&E L 5 45 mg/m*/ % o A o - B2 M
F ¥ty 4P > #-daunorubicin A€ % % 1 90 mg/m*/ % o VEFHR
B 60 R T om A RS fe R FF KA D e REAE T
BRI DR AR 4 iR .

o Idarubicin: & ¥ - ¥ * HERFEL A2t L o

= JESE S S ##% i1 cytarabine > % & 5 100-200 mg/m*/ % >

L
¥ A% 123 % & #E#F% 15 anthracycline » i@ ¥ €_ daunorubicin (60-90
mg/m?) & idarubicin (12 mg/m?) -

16 A FREE S FF RN AR S F RS BB F
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o« Jrx: "7+3" S RITE 2B 50 £y Ay A P EF] 60-80%
$1CR 5 o G f RETRR RBRBL E5 4 B @ e 4 B EF Koo § i
xo f"}’pé‘«%?&ﬁ':l‘ ’%‘P‘?ml?/r'ﬁ%%’ifﬁ.ﬂgﬁ p ,.bmﬁilkf’}

o TR "TH3 R FEAY- BRPRFEPFT AR (EF E 46 &) o
T ERENARE I F AP RP T FRBEDOREEREL BT
T EARFE L FFS > RS R P o R SeL Y R S g

3.2.2 3 # £ Cytarabine (HiDAC) E Hick

#HEisEn CR m]];;&i%-za‘.)»ﬁr],r.]%ll,ﬁ fﬁxfﬁffﬁi ¥ M R AMLI?-‘;A LV -
B %‘Wml%* F#5P® (¥ 3-4%) HIDACHH - - B % L HIiDAC 2 & # 35212
{ % E| £ %4 cytarabine s &4 3 g/m? (-*ZJEE‘/,% 2 1.bg/m*) > &= 'Ekitﬁﬂmav 1~
3~5 % » & 12] Eéfﬁ‘iaqllif% JpE e ipfE B AR A {4 78 ONS L JRFE U E B s
F e

=7HlE Cytarabine (HiDAC) EEi&HE
ARENEAE ; 28 KA ]

) Eaoy

] " ‘\. '—-/:_Jk
FEECR ’ S{EiBEAA Q@ 6'@ ®'@ , i 0
(3-418) Dayl 3 5 ‘ E8|EECNS »
Cytarabine 1.5-3 g/m? » 48 12 /\B&3E 3 /1B BRI

1-1.5 g/m? (IDAC, ELN 2022)

o BiRE > SHEE
« BF/PEAR AML 58E J

O ERERER A SRS
« CBF AMAERBADES

BIEFE m 3 g/m? (CALGB 9525)

R SR ER

INERAESHIE BREFSHIE

v ofe BB (Ataxia)
@ WS PR (Dysarthria)
W]

4{% PREKAEEA (Nystagmus) N —
[P SRSEAWE &
' §ﬁ§ﬁ£g§‘*‘* eI EIR ERUBRRGAE 48 W

17 R FREREY 0 EF RN RN AR E ST - *ﬁhrﬁ_ 2026
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o *&: 2 Alen HIDAC » %7 #‘ cytarabine ™ 1.5 % 3g/m® =& & A 28 =
FHe®: 135 % 0 F 12 ] pFEE% ﬁie?]ﬁ 3 )P RitiT 4

o RELEZ: FRHIoR cytarablne b E AR - E AR AT

@Eﬁm CALGB 8525 #& x> 7 3g/m* A E RIERHEAE o X

¥ 4 UK MRC AMLIS ¥ 2 - 38 <~ 33 E 2 47 0 ¥ dp e & E (IDAC) 1-1.5

o

g/m’ PR ERE ot P A BPR] d o Fu I Al oF B d airdlE g

PR e 22022 # ELN dpalsn sk IDAC 75 5 fl& 9 Rk 'a AML &

FE RIS RE o FTMR G eh CBF 9wk i 4 0 B EERRL 0 - Y i
it R EOFHE 3 g/m’ e

o M&tdr: HiDAC g ¥ p# e ¥ i |4 ’%Jﬁg&*é*ﬁﬁ%’féﬁﬁ LA

o I PeA g4 Cytarabine ¥ 5l ¥ @ i d » A ML EH LA -

B REAIRFR - F XL ED L JREN GF TR FFRERF I B

oo P TREUBAABIFGE o

o FIMF M FEARh cytarabine § A4 R I KR Y o sl hi- B

W o A HIDAC (v PR 2 b ts 48 (PP bl A T ag

FfE P %k (bl4e 0 prednisolone # dexamethasone) > # 7§ #%iffF ot &

B o

3.3 A A HAE LA IR

WAL R ERLIBRECR R BR3P 2 I T A EF (azacitidine,
demtabme) 2 M A E cytarabine (LDAC) - A ¥ £2¥= v &3 venetoclax 5 &
) 3@#@_—5 ’;% A ’Efl'\ ' pIi 7 1 - 5—1%*":1’1{;7%

VIALE-A 5% (Venetoclax + Azacitidine)

{EFRBEHI RAgiSEES (Key Trial: VIALE-A)
Venetoclax @ @ HWEER & ® _ Azacitidine : :‘
(BCL-2 pElE) @ 3 @  (Hma) N=431 Azacitidine
g)”—\“-:a * mﬂnsu{m AR
BCL-2 —=4 AML cell R % AM Bladebo s
Azacitidine

Up-iregulate

proteins b2

BCL-2

CR + CRi ¥ i d8TFiE

HREAT p<0.001
pro-apoptotic 66.4%
proteins

Venetoclax + Aza
14.7 18R

28.3% Wi
Placebo + Aza

HR=0.66, p<0.001 9.6MA

Venetoclax + Aza Placebo + Aza

ERREIRER

o WREMERE (TLS) A0S
A Y - W R ABIOH)
Lo - TRIEIGHE « BRI IE
* $7ATERBRITEREMN (Ant yperuricemics: AlopurinelRasburcase TSI E B
- SN/ TINAE - ERRFER

« ESAEIEE 3-4 X > MialEk
hafﬂm{:wfmk tien

gﬁﬁ—ﬂ%‘rﬁ_ 2026
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3.3.1 VIALE-A * % (Venetoclax + Azacitidine)

o 1E B4 AML 'wie 3 B RdfFF= v BCL-2 ka#H %575 - Venetoclax &
- At~ FH e PR BCL-2 Frdl# » ¥ IR e 27 g 4o
Azacitidine % - & HMA> & AML @ £ 5 ¢ %8 #7544 > £ 2 venetoclax £
3R IEF oV R E A IEE S B o

o MétiE% (VIALE-A): @R E2fMARTF=28 i Fp - X @HER:
o por 0 431 EA G ERX B E R DATZ R AML koo o A 2:1 et i
s 4 ek X azacitidine “r venetoclax # azacitidine “4v% A& o

o Jpr ! B %% TRk F B o Venetoclax &£ & CR + CRi ¥ ¥F3 "‘“%F’@ k2N
(66.4% vs. 28.3% p<0.001) - BeE & e E > gt 27 =48 558 (0S)
FFricd tvenetoclax i 14.7 B > A X FHEL 9.6 B2 (5~ b’k
v 5 (.66 5 p<0.001)

. ‘T&-)%?I;‘-'_-t BL: BE AR5 B MY "TH3" > e venetoclax/azacitidine * % F & ‘w
R > A HE A% - B o

o _ﬁ_%lﬁ fap s (TLS) @ o »tH sz Pig chiwbe 4 217 % > venetoclax
 FREEFDTLS b ' o 2% & 1345 blast 7 BEFR %A & -~ ¥

ﬁ%l fo~ %A 4L® SR g # 4 (allopurinol # rasburicase) - 14 %

TERITRFETH N o M LR ERELE 34 X EHAE

11."";#’ -%L_Z""kr' %EE”Fm"

o FAEFr{l: el 8 RDT R oo IR BT 2 B RAR
¥EERY YT Venetoclax % /8 azacitidine =%+ 5 F & 3F 7 ik
AP EHHL R TG Lo

-~

% 4:Venetoclax P& i & AML ¥ Rl 438% By

B E Ry ik i RE [ FRF (edpez ¢ elaizd (6
Tk R % vs. ¥#RE) HRi: vs., W
2)
Venetoclax T ET S A VIALE-A CR/CRi Rate: 14.7 vs. 9.6
+ 7 AR R 66% vs. 28% months 14.7 vs.
Azacitidine it CR/CRi % : 66% 9.6 {7
vs. 28%
Venetoclax T ET S A VIALE-C CR/CRi Rate: 8.4 vs. 41
(= .«
n Ef.' { _‘1'?":3j’ n \t‘l, @ah
TEER LS

B 9026

1o R TR R FF AN RS R RS LR F
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+ LDAC 7 AR W 48% vs. 13% months 8.4 vs. 4.1
v R CR/CRi * :48%  {EHH
vs. 13%

e R LERE

3L E AR AL POA TR S LR R L 0 S AT RE R TR
R HTEREF A o 2 A0 AL BRaR BB A SRR 3
FE R B R A R M AETRR R B2 b R e

#1713 o

4.1 FLT3 #r]#

FLT3 ZEEEBGH B {FaE FLT3 {HIEI{ER
(FLT3 Mutation & Signaling) (FLT3 Inhibitor Action)
rrszm \ ) PO R Y © i
: SRSE(E . ? S
Leukemic Cell ’ ) (Ccﬁ%ut?l Activation) Leukemic Cell P T (g%:ﬂ:ﬂs%:a.ﬁ?g)
x L A4 %
RAS/RAF/  p|3K/AKT/mTOR  STATS RAS/RAF/  pi3k/AKT/mTOR  STATS
MEK/ERK ' / MEK/ERK * /
N o= N
s [ SEmmEE N\ /e nanmann |

(Nucleus) \ Survival)

\pf-/ x/&/

o [
#) 30% AML ﬁAﬁE%&
(Mutations in approx. 30% of AML patients)
FLT3 (FMS-like tyrosine kinase 3) & - f&# £t g # lwie b chX MR IRRLjFcps o

4 FLT3-ITD (internal tandem duplication) #& FLT3-TKD (tyrosine kinase domain)
FREGERLMD AP AR o R TR G o FLTS e
FE T 0 4 A 2 R A FLT3 > A e %7 FLT3 chp $pape v > Frd) ™ 250 4 & Hpe
T > & 3% RAS/RAF/MEK/ERK - PI3K/AKT/mTOR fr STATS > fd oo im¥e @ o 3 lmbe % =

=2 P
n gl:n_{h’i‘mrf‘h; f“m*\
ﬁ stera
L EF RN AR LSRR HEE 2026

\\\ﬁr
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St F R o FLT3 AFIhR %5 a2ty 30% 0 AML s ¢ # > 8- B R & isR
*%_fw o

Midostaurin (Rydapt) : 7 BEF HATLEELF LS 2 (ML) B4 7 25K
FefRie B o v R AT e FLT3 AFIR % (ITD & TKD) = + AML },% Lo
wF T3 AFCRfosMEMBEeF (HIDAC) ZRiphMe R » LviF5 8- K
A LE- £

Midostaurin (Rydapt) : E{ESEHHEZER FLT3 228 AML 77 5Rp01FE02E4)

RASREIEA | RATIFY (CALGB 10603) - £=H1 - it « 85 - RUHHEHAES

Midostaurin (Rydapt)

|

182 7+3 J5W + HIDAC B[ +

000
T 2 ({2 N=717  muos » GNP HEH L
“{g;f,‘:;‘{,'“ 8 (<607) OR Midostaurin 2§
21 FELWG FLT3 2 RN /Placebo BRI, R
FLT3 BEZE AMLfEA S8R5 50 m
CID (Fur3mutation: ITD % TKD) H821 % ¥

FORARIFBURRA FLT3 RE AML A @ g - T B|IRNS © 4875508 (05)

iﬁ s 100 Hh{ii 0S 100
80 . 3
S G R4 7+3 {b#% + Midostaurin @ 75{ AL E o Midostaurin
3 ; e g 40
E WELR 25 25.6 B 20 ﬁ_tﬂlg’ﬂ.th (Hazard Ratio), 0.78;
= ARIRPEERE (HIDAC) + Midostaurin % Midostaurin &8 ZRRIE ¢ 0 20 40 60 80 100
B Time ({E8)
g HISER 10 ISR RNATEE M » HRIRIER—REMPHERRI HSCT 0% 4
&) H—&% Midostaurin » BE—E A o JRARERE

o Mgz : RATIFY (CALGB10603) - B 5= ~"gis - 7 ~ X ERHREHK -
o FRHAK L Iz TIT LESRGE (K60 k) ¥ RTBETL FLTS 2%
(#4 1D # TKD) 9 AML 5 % = 7 4 AACHE A pod £ 0B e T43 35 B

HiDAC # #i* % > 4+ midostaurin(# p & = v JR 50mg- >+ = Bk a% 8-21
) SEFH - BRISREASTERRL SR L > Y AT ] BRgS
ﬁf—%v‘g—%‘*“/r}%‘ B - & o
o Fdx: o midostaurin ¥R i & ¥ g8 3E8 (0S) &3 S F P EFE R
B3 R &artd o Midostaurin fen? = 0S 5 74.7 B " > & % F#le s
25.6 B (5= Rk 0 0.785p=0.009) - &it- 3 10 #iﬁy@*‘r"“" 7o
FEER RS FEAM A H A Y - :'t.i‘%ﬁ’iﬂi‘#&;-a“l%ﬁ HSCT m)??y Ao FAr

I:I e
SBinfermation

ﬁﬁ—ﬂ%@;
2 AFREELY FF AR FHRAREL LA BRPE T 2026
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iz 2% > midostaurin & * T+3 EREa L4 E FTB UL FLTS 7% AML T A

Gilteritinib (Xospata) : ¥ 5 — fAs»c ¥ E#H P en% - & FLT3 #ril& > EETL H
= FiE o R NNk s (R/ZR) FLT3 R %3] AML = 4 i+ °FLT3 % %31 AML
AREES A fedE X Gilteritinib &8 Foag i o o

Gilteritinib (Xospata) : {83%/#:814 (R/R) FLT3 28 AML BOFTESER X

PR Gilteritinib | 3% - SBHEBE T FLT3 10518

1 (Xospata) | HEE—EARMAA RR FLT3 REE AML

it ADMIRAL (Phase 3, Randomized, Open-Label Trial)

N=371 Gilteritinib BE—&%
- o _:’1
ERHAY (RR) f?ﬁﬁ HH—ROR 120 mg

FLT3 2% AML f5A HUR(CH SR (Salvage Chemotherapy)
MARSIEESR
th{i4877 35 (Median OS) CRICRh &
Gilteritinib: 9.3 {§l A Gilteritinib: 34%

FECRBSLL (Hazard Ratio), »
f-Gip=0.00h {t#% (Chemo): 15.3%
{55 (Chemo): 5.6 fEIH

[g‘gﬁ : Gilteritinib EEES @R IE(LE > BA ]
R/R FLT3 =& AML fE#EHTSE -

o ME&EiEZ% 1 ADMIRAL > — 78 % = #F ~ “§1% ~ B3R 8% -

o FREIX L EZEHRH T T LB AESE (R/R) FLT? 2% AML V2
Ja A 2:1 At blsEs e fede Xt gilteritinib ¥ - iz (Fp - = v R 120
mg) v B LhRHETRFE > K2 - (FRAESMBR) -

o Jox: Gilteritinib -+ I B>t 4042 1 F oGilteritinib feen? = 0S(9.3
Br)BEFELEE (5.6 BT ) (5= k& 0 0.64; p<O0. 001) 3 ¢
rgw > 3e e E 4 (CR/CRh) et & A gilteritinib 2~ ¥ F R 3
(34% vs. 15.3%) - Gilteritinib 2 & 5 R/R FLT3 % % AML A ik R

" L o =
2 RFREEEL 0 FF AR FFEAREL EFF S ERPE T - *ﬁhrﬁ_ 2026
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Quizartinib (Vanflyta) : ¥ — f&5s»cen% = % FLT3 #r414 quizartinib S JEEH
WATLETR FLTSTTD B i G4 bldd oo > SRR AR Y > 1T S HiF L E
BLF o

2, Quizartinib (Vanflyta) : 58 Z{X3&3%% FLT3 D17

RN EEET FLT3-ITD+ AML » Bt S{bE R B REMHFE
R FERLEETFH (0S)

${il 0S
HRHELE ")@ Quizartinib 48:

31.91@A

Quizartinib + Quizartinib
— A G5 AR SRR
‘)@ HIDAC #E (Ri% 3 %) 151188

A Rt 7D HR 0.78; p=0.032

(18-75 %) QuUANTUM-R (?’Ei‘/iﬁiﬁﬁ R/R)

R +
BN 7.3 f%gg#;%? hifl 0S:
& Quizartinib (6.2 {8 A) vs.
HIiDAC EEl HiB{CH (4.7 BA)

\ 4\ J

J

o M&idZ% : % =¥ QuANTUM-First #5%

o FRHEIX . BEHHK D39 L4 (18-75 k) g~ fed quizartinib 2%
RAle &2 T3 A% B fc HIDAC ER-BMER Y > llEFEE 3 £l
Fiok o

o Byt @ HiEsgp i & MEhid 3# (0S) quizartinib fene = 0S 5 31.9 B
Pooom XA e S 15,1 B Y (HR 0.78 5 p=0.032) - & QuANTUM-R =%+ -
quizartinib » AR #F /oM (R/R) ¢ kx ifre > %2 = 0S %31 6.2 B
Do oA frE ik Es 4.7 B oo

4.2 IDH1/IDH2 #r+|3

isocitrate dehydrogenase 1 ([DHI) & 2 ([DH2) % % ER RS
2-hydroxyglutarate (2-HG) «fg & > i@ fe¥imre & it o [DH Frq| B 7 re s R % fz
% > ;5.4‘ 2-HG » & ®3Ew _u_}?a blasts = # & }'}v*c‘ M3k

ﬂ
. mjtwmﬁm

gﬁﬁ_ﬂ tors
28 AFREELY - FF RN FEARE L EFF S RHP T R 9096
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Mechanisms of Ivosidenib and Enasidenib: Targeting Mutant IDH Enzymes to Restore Differentiation

Ivosidenib: Targeting Mutant IDH1 (Cytoplasm) Enasidenib: Targeting Mutant IDH2 (Mitochondria)

Leukemic Cell Leukemic Cell
a-KG 2-HG

= Differentiation
o, &,

Sey o,
°Q0
%

Mitochondria

Nucleus

'}'/\ Img;:;lt‘re — _j_l Diffeétle::i'?tion
/ Cytoplasm /

e~ = — d
a-KG 2-HG

Reduced Reduced
e L) 2-HG 2-HG
“a ®e Restored Restored
TET Function ‘ TET Function
Ivosidenib Mature Enasidenib Mature
Neutrophil Neutrophil

Ivosidenib (IDHI #r4|#)

Ivosidenib (IDH1 #HIE]) - BAf2EIES (55—4R) : AGILE
HRERE (Background & Protocol)

Azacitidine + Ivosidenib

47 SB8—RxOMk
T S | R 5 A ( CI8% 500 mg)

IDH1 AML f& A (Randomization) T
(Newly Diagnosed Unfit IDH1 AML)J L Azac't(':'alzsb‘;)ﬁﬂm

o) B (Efficacy)

EEF{EERS (EFS) da{if OS (Median 0S)
24.0 B8

- 7.91@8

WR/MAY (RR) ] | Ivosidenib 8—#% (CR+CRh 32.8%, i OS 8.8 BA)

ee
S

Ivosidenib + Aza Placebo + Aza

o M4tiE% (¥-M) P AGILE - - 5= "1 - 7 - X @HEREHR -
e FREAF D Hpr0 146 LR LRI BRI FOITLE IDH X% AL R
ek A #% azacitidine 4rt ivosidenib (% p - = ¢ R 500 mg) & % F A -

n' -
ngﬂf.'mfww\'?:ﬁ@?ﬂ
£n1sters
RE R AT > 4 R o g kg & X BT A AL T o gﬁﬁﬁﬂ%hrﬁ_ 2026
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o H?x: [vosidenib £ azacitidine e & B> H jhi¢ * azacitidine- 1 & ¥
BLa ¥ ¢ 3Ed (EFS) g ¥F:x i (HR 0.33) - Ivosidenib & ¢ = 0S &
24.0 @ % > @ % & 4 azacitidine =5 7.9 B2 o

o FF/icKHF E ¢ Ivosidenib » Ay aiv s R/R IDHI %% AL 0¥ - 52 >
AN-FHEEFY -y o 29 CRtCRh 55 32.8%> 7 == 0S 5 8.8 B 7" o

Enasidenib (IDH2 Fr+#1#)

Enasidenib (/DH2 ##%]) - B8 (R/R): IDHENTIFY
28755 (Background & Protocol)

Enasidenib B—#&%
[ 9 NS9ERRRIDH? | migse

(88— OAR 100 mg)
28 AML iSA

(Older R/R IDH2 Mutant AML) J (Randomization) SRR =
(Conventional Care: Aza, Cyt, or Supportive)
Y (Efficacy)

( ﬁgggg:&) p<0.001 p=0.008

6.5E8 W 6.2{E8

(Months) (Months)

FELR fifil 0S LERS R FEX (ORR) fh{il EFS (Median EFS)
D) AR RR S —/ —HAFRZE (ORR 40.3%, {1 05 9.3 {E)

o M4z (R/R) : IDHENTIFY » — 38 % = #p ~ SE4% - B il 40385% o

e FREAE o 319 LEESR/R D2 KRR AL R4 oo A AAEES A e
£% enasidenib ¥ - i (Fp - =xr R 100 mg) & # HEBES %
(azacitidine ~ cytarabine = % F M RE) -

. R @& AR IE 0S i & ¥ % - Enasidenib ¥ = 0S 3 6.5
Pooa ¥ ARBES KRG 6.2 B2 (p=0.23) - 227 - enasidenib &7 117G & &P
Ak Al 2R F &S (ORR) A3 (40.5% vs. 9.9% p<0.001) - ® ¢
= BFS #& (4.9 vs. 2.6 B 7, p=0.008) o H I A~z B & K3 - 5 - /=
WATT > hdpien R/R A # ¢ Bw ORR 5 40.3% ¢ = 0S % 9.3 %7 o
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ngﬂf.'mfww\'?:ﬁ@?ﬂ
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RE R AT > 4 R o g kg & X BT A AL T o gﬁﬁﬁﬂ%hrﬁ_ 2026
25 AR AR ST 0 F G AR FFFE\Fq)%'EE e FEFTE —-e:f P§F



26

4.3 += (D33 #M%F 48 ¢ ® (ADC)

Gemtuzumab Ozogamicin (GO)

i1 CD33 $iEe&EE S 88 (ADC) : Gemtuzumab Ozogamicin (GO)

MEELRS : ALFA-070L (B=15 > Rl » FiiRie)

. 1R 743 1L + GO
CD33 HiE jé (782 + Calicheamicin) :;%;2 I d mg/m? HREIE » B1, 4, TK)
de novo AML Pt 7 -
(50-70%%) - 1% 743 (bl

(fE{c)

HEDTBLEE
3 FEERE EFS (Pi) :
7\ cosa O s=reazER
. e Y lqu,l 17. g
BB Sameticn g . Tooma © 5 = os EnEmENE

AR SR AR

Wm HR 0.58; p=0.0003 (EA%H i) cytogenetics AR
 DNASREIRSMMIT os BENAFIBKEEEL | |

o 4] GO - 45 ADC > -4 R it e CD33 H Rkl & 55 v iw e 4 ||
calicheamicin 4% o & AML % + 9 CD33 FRm B & 18 » 4F S o 1
calicheamicin #f#3c » 3142 DNA B %74 82 fmve 5+ =

o ME&EiEZ% 1 ALFA-0701 > - 8 % = 8 ~ 4§48 ~ B RE %

e FREIR T B0 271 ¢4 (## 50-T0 f&) A7 %740 de novo AML
Ao AR A Pl X R0 TH3 o o B A GO GO 2 gL ena SR
£ 3 mg/m? AFEHHE 14T BT o

o R P GO BpEecd 0 A &g EFS (9 = 17.3 B vs. 9.5 B ;IR
0.58 ; p=0.0003) -8 2% OS ehd ¥ 2473 13 GO o> e AE PSR FHF -
"o - BHI BEWRKBARELFET Y (0 PF e T EREFE M RP
B> @a b & OS Fypdeigiedgyantd  XH I HAMEY B %
cytogenetics & 4 P e
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L
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25 AML =& LB %2 MEmridkns
:

BPg BPFLfE TR S RX/HR

5 = - H-

FLT3 Midostaurin ~ #7 %7 7+3 +

#r41&  (RATIFY) FLT3m+ Midostaurin

VS 7+3 + =%
ol
FLT3 Gilteritinib R/R Gilteritinib ¥
il A + - Rk R
Fri) A AT FLT3m RN s
i
FLT3 Quizartinib s wr T+3 +
o] 3 s artinib
A QUANTUM-  FLT3m+ Uizttt
First VS 7+3 + =%
ol
Quizartinib = A 4R quizartinib vs
QUANTUM- % /Etis it
R e
IDH1 Ivosidenib T e Azacitidine +
o] 3 N .

For ] | AGILE EZYHIIE Ivosidenib
L VS Azacitidine
|
&) + % A

Ivosidenib @ IDHIm = @ Ivosidenib
IDH1 A 485/
D R Somg qa
AG120-c-001 TR R %
IDH2 Enasidenib R/R Enasidenib H
VR |;§¥| + - K “él'-‘

A DHENTIFY IDH2m B
(# & ’Ff)

27 AFAEELSY - FF RN GRERARES FEF

¢ i+ 0S:9.3vs5.6
i#? (HR 0.64);
CR/CRh: 34% vs
15.3%

VS. 65%, OS:31.9
vs. 15.1 i *

CRc & : 48%vs.
27%, ¥ = 0S:6.2
vs. 4.7 B *

¢
7.9

0OS:24.0 vs
"

CR/CRh Rate: 33%

AiZai® OS ¥
2L o ORR: 40.5% vs
9.9% (p<0.001)

ﬁﬁ‘iﬁ_ﬂﬂ

S

"h & B

R 243~ 3704
FLT3m+ AML %
WA o 3L i

H1% 821 X BE o

R/R FLT3m+ AML
m*ﬂ 'g' % \'—'E . ’P
QTC it £ —‘;’E" ARE -‘}i

%+ o

Quizartinib : QTc
>450ms PEF AT % /R 0
HE R REE -

Wit 3 @& AP
IDHIm+ AML &k
BT lAR A

A i (10%)
6ok A o (10%)
1o QT miu £
(%) -

%% 0S @&k
:tJ'_ ) T,E}L R/R
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VS i# 5t 1 & 5% 37.5% vs BER TR LR

26.1%. FHA TR e
FEar
BCL-2  Venetoclax 2% Azacitidine + ¢ = OS:14.7 vs RV INE SN L8 i
o] A ¢ 96 #* (HRO0.66) AML &L o
For ) | AL (/: it Venetoclax B ( ) . ﬁﬁ:w-ﬁ— ;ii ;E :
} : e 3
2) VS Azacitidine o ‘
1 350,
+ o A LA LA -
o Gemtuzumab #7# %7 7+3 + GO ¢ i+ EFS:17.3 vs F R /P BB
CD33  Ozogamicin  (50-70 s 95 B " (HRO0.58) ©* & i:lg¥ o & p)+
: F 4/SOS » £ H ¢
ADC i rraoro1 | ) * /50! =
HSCT = o
.4 FPRLRRE T 1 BRI IR e

pAR GO P AvE- EMZAE LK o RAHEMEF R = f (AML) 0% A i £
zl_\?éz: ERN E A

o LB AHBIFIH(ICIs): ICls Bt HikFt > 7 1nér T M I 4o PD-1 2
CTLA-4 Zdr4ln gL - & ﬁ’% FoB kS| T iR T wmre sz #opiere o i E
ICls H b * prie AML ° Frreg P> Hmi® JLitsx® (HMAs) B &5k & &
28 LM R F 3 HMAs se e 2 i 2 E 2 W LR FFSw 4 o P o o

5 7 9k % 3% azacitidine B¢ & nivolumab(d= PD-1)# ipilimumab( 3=
CTLA-4) tefp 3 /¥io i 0|8 BAE 1S BIFIDRATE D™ =+ 0% o

o BHFERT weslt ® (BiTEs) :BiTE A+ B3 AIATAIFAM S 0 7 &% T i
% (5 (D3 %) & AML e m”ﬁw* B (40 (D33 & (D123) it
[“g'} v 5p b T P B0 5 B Az 4

BiTEs & e AML @k A7 3 P £ o

- {mng_}?‘am”el@ing % o Fm > 52

o AR (CAR)T fwve iz 1 32f iz HBsttwe o f1* RFp T '

A Fleag R AL R R 2 CAR R w B L P R R o &
¥ 44 CDI9 7 CAR-T %2 @ & B wie G Mo v p? BFE 2B - &
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AML @ H g Bt vt P HRE 3 o d %0 (D33 & (D123 PRrd Rl ¥igade
e A6 im0 B 123 K0 CAR-T fwoe ¥ a0 i 3 A A P R A A o F
FETFENFD ML FERLF R U BET X 2B A BER R
¢ CAR-T fm®e » 1R itjaf crdd B dr & 2 o

FIR iR MAMaEr
Tohk B AT TE 2 F e AL iRt M e K S REE BY R FFIMNE
-Qmi.a? O”ﬁ wim—q- kj_’_’g I_‘i’_é‘]"}v/‘gi}?a Bl: ;a#{_)‘ mfffmv“l—i %%&-’ ,?ZLT:I:J ﬁy‘_r‘ iL‘ zé%g El'lﬁ—

BEATRHIMEER o FIRE G EFE FREFFIRL B 2 U LA HAT
Ao e A e L E 2R o

5.1 HBtREFERHTR

BERIRE (7+3) EAEE] (HIDAC) (LRSI EIE
EERENAREURAEEET 2 RERRYNE

ERESEIDE Cytarabine {5 R1& S

Anthracycline {5 R4 &1
ﬁ) FilE 2-4 BMIRBIEL EHEHIE (HIDAC) 8RR (Daunorubicin, Idarubicin)
1]\ ~,
) MmRLLEN ). . s i
z BRRaR - ik, IRIRRE, SR §
= SADEER RAIAL R BN BT BB S
MRS/ M EE AR SEYD VAN 3T S ?
iz 55 BREPHIE
ESRELMER (PRBCS) ﬁ&ﬁﬁﬁﬂlﬂlﬁﬁ* (Aﬁ?ﬁﬁﬁc)
#E1¥ Hb >7-8 g/dL (Prophylactic Corticosteroid Eye Drops) ARA BB ORESE (LVEr)
g} /Mg (Platelets) Ja U R B il R —FUE 48 (VEf (Baseline Echo Pre-treatment)
FaRS i, BME <10k-20k/uL (During therapy & 48h after last dose) —
> Cytarabine JE&E# BHHE RARIE
2 B *biats
& %h%nﬂglﬁ‘t&penia duration) ;a%% g&g:]‘%;?&-ﬁh post-dose) (Prevent lrreve:sibleﬂdean Failure)
G-CSi . : : z
| CSF (Controversial use) J ¢ %{J!mg;’md!hgnagemenl) 4 )

BEFHE (T+3) =¥ F (HiDAC) s ehd BEF IR 1 & & & il pr b F 45
ElE E*&mf—%#vi},@}a Bd o
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o FKEFRErAl: FEL U € SHr 2-4 T SRECHEEEEY o WRE R E m\i%’
PR ] %F/}é&/bti?ﬂ;o?w{)kj:fld—mn 53 5o
o “F{" MR EEE D i ﬁf%‘?f% T o - ‘i“gv‘ ER5 S S Er I
BIRAEG fo2 TE S SR BRI £ 5 % o L P
Pakp - PR Y E - D F R R E R o
o ﬁ]n’:i% : )ﬁ? AR Fﬁ%ﬂii%%{'ﬁﬁ:i I aF g 2ok (dF
>7-8 g/dL) > 11 % il o] AF R D (BiEst B iy
<10, 000-20, 000/uL)
o AETF : @ FEE2A EFF (Bl4eo filgrastim, G-CSF) 1« ﬁ Jg"ﬁ-
R AR IR R R R R SR PR E °
o C(Cytarabine £ 33 4
o /e ERF M & 3F HE cytarabine (HiDAC) Ap R o ZfF & JFrx ik p&
< HIDAC “ZEa i F ¥ esrtl €8 A (FHEHL D - R t,;‘yp N i&—g
) o FRRIFIF ML 2 TREUG A TGP o THALF 2§ H
v b Kﬁ o
o PRRIMA M FFHHER Y L T AMMRE LI HDAC 2R P EEY L B 1L
R AR ERE > P R Aakis- MisEFEET S 48 o
o Cytarabine Jp ¥ :@ - AR HBEGEH  FHRIFE VR EAL 7 i
HEEL 6-12 PR ¥ A FTREFEMBE T
o Anthracycline #FE 3 4 :
o wHF M Anthracyclines (daunorubicin, idarubicin) ¥ 3ld=#& {47
MosEf o AR R > R B CRARF A (GRIE LVEF) 24
BRSO R T o BEF A B & V2 anthracyclines % 2 R & &
SR MRS O UFARER NI T ECERBR DR TREE o

5.2 #AFFH LT Fih s
A TL G R R F R A B CS 5 0  nff 1

-3 ey
BEF AR VBRI ST R TR E TR R AP o
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Venetoclax BB R (ERE (TLS)

HEREMRAT - BRARASIVIER

o — ) wene-owre
| EmmmnE - EE0E

B, T ®)
.,'i'og._xf‘ B H&?
LN (PO "~y . BREME > 21EERE
e (Nucleic Acids)\b C{’% RSRFEIET

EE  MBEHEMER

© mmsE | (@ AR | (@ mEme |0 = |

iR Blast 8 & LDH kT AR 3-4 RESRH e A
Y L2 )1 E = },.;?, & | ’—_Im"”“g-» TRRWERN (WK, B

IS @ang #7[;5%&? s i ﬁa

| RERJ| | mewn it || T IRKAERR | | gEp: prese

o HRLLE: Venetoclax # Hi-id ¥ jFR& chiwie B= » YR £ W mte
AR X ERmE N F (4 BERB PR VA ERFIELE
R Bk gk~ AT R R R A s ARA BTG B R
BT Yo

o PR fifEaidnEiRIMLR

1. B4 & @ 1345 blast 3dc®r LDH kKT 4 2 K 5~ P 3
A

2. B L ATH R A PRE R ARG RA /B IRER 0 R R R
mES (14/¢ b * allopurinol; B k"4 # * rasburicase) °

3. MEBEM: wERGFLY 31 4 A EBEHKD (400100 mg,
200 mg, 400 mg) > " F M Frehm R R o

4 BB ZENTEHIAFEATANLATREER 4B LM
BEHE - BRGHFR AT EFAIL

o IDH ¥ FLT3 #rd|&ensi it jpig3 :

o REWARE: L EHFED & blasts AT E AR o 2 ERT N RF
CORHTAE LR o I 2 S E L F ok % (SIRS) » 2 #ik: wv
gk fcl S R E M S RRE o
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o A TRAXIRS TP RFINFEE S EXFIE AL F BT IRE
a;qr.«‘;{:g\l»uéng_fﬁ,,g\w@f- —ﬁfﬂﬁ‘ag KR AP RN A > o T R
KRS g ThH G e

S \em—ﬁ*lﬁ%&ﬁfﬁfm?&@‘% BT e 83 G s LR A
,23@; e A T A 2 W 4% A E A 3 F% (dexamethasone 10mgIV

2 ol PE) ERIEARENR  HNBRE B B e By o EiF

i%ﬁ@&%?’ﬁﬂﬁﬁwiﬂﬁ%’iﬁﬁio

B 3

Rel NS ERERE

IDH £2 FLT3 pHIRI8Y 2 {CAE(R S+ FLT3 #pHI%IRY QTe iER

Differentiation Syndrome with IDH & FLT3 Inhibitors QTc Prolongation with FLT3 Inhibitors
RIEEERR ; - . RIEEERR Gilteritinib/Quizartinib P hERG $F:iE

r"a‘ b e - g lock h . |

> oI N (Bloc EBGK Channels)

E :_i‘l_,,@ ‘?r-; g .t_-__ Py = EROEEML

P d \,_,.z@ ASTL o &= = Delayed Ventricular Repolarization)

Lo — 810 Torsades de Pointes JAI&

e %oyl At KRB ARE QT i ;
IDH/FLT3 inhibitors _ Induced Differentiation e oy Riopoioe Increased Torsades de Pointes Risk
& Maturation (S{tL SIRS)

BATE
MALOEE, RIERRN

Obtain ECG, Correct Electrolytes

BOEE, MR QT B

- S

TERARESM PUMEN, BN HEAN, MR BEREEN, K 2RHIEETS

Unexplained Dyspnea, Lung Infiltrates, Rapid Weight Gain,  Acute Renal - - ’
Fever Hypoxia Effusions Edema Insufficiency E’ehgﬂzgc;ﬂ REV]EV\I’, ?“Op) QT-prolonging Meds
EE .g., azoles, quinolones
BRERINR o = EHROEA
Medical Emergency e ?egmg E(S:G(; D15, le)
. - e.g., A , pre-cycle]
erasmaswies | %o € 4 : >
Dexamethasone 10 mg IV q12h
UNERERHEERE BEGHEENERE HONTSHARS FH QTc > 500ms: SR/ &
Immediate High-Dose Hold Targeted Drug Pharmacist-led QTc > 500ms: Interrupt/Reduce Dose
L Corticosteroids for Severe Cases Patient Education G )

o FLT3 #r#4|® e QTc &£ & ©
RpED ®F . #fE FLT3 #41# > %] d_ gilteritinib ¥ quizartinib -
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2. RP 38 FFLJerithagh MFNIFTREY af
wh QT B anE* 5 (bl4e 0 Rk b B~ azole $2 FH]
quinolone #f )

3. ivRPER: oRhPRFFRIPEFSTEKRE (Hdr> P 1
$ 8 22 % 15 X o MR SHFYFLT)

4. F3g 1 3 QTc FHAE 500 v 5 Pl @ ¥
B Ansl e

« Gemtuzumab OZogamicin TR R FRHIE R & (S0S) ¢

o FHRLEE : (G0 L calicheamicin # F $PFRE 3 & 14 Fru[ L7
ﬁm@#ﬁﬁﬂmw°*?“%ﬂS%(*#%%WW%HF% VD) -
— TR G R AR BITES S REMRFT  RE GO
i 2 HSCT ehp 4 ¢ > B " B F 3 4
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Hepatotoxicity & Sinusoidal Obstruction Syndrome (SOS)
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614 MEE 2022 # ELN 451380 45 AML 7 B ® ORE R -
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FF o ARG R B AR T
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=R SRR N I - MY

>

RBER HFRAFR2mASHR RS NAPRE F 2 dz] w3
(Complete Remission, CR) ﬂﬂ‘]%&ﬂﬁ (CR“ H%gﬂﬁ (CRh) mw -EREWRER
- HERE - BREFEAZ o MERKN - $EARY - B
(e.g., Venetoclax) @3 R » CR
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MRD (Measurable Residual Disease) in AML: Definition, Detection, & Clinical Application
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