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Advances in first-line induction regimens for acute myeloid leukemia
MA Ping, HONG Ming’
Department of Hematology , the First Affiliated Hospital of Nanjing Medical University, Nanjing 210029, China

[Abstract] Acute myeloid leukemia (AML) is the most common type of acute leukemia in adults. The “3+7” regimen composed of
anthracyclines and cytarabine has been established as the standard induction regimen for AML patients since the 1970 s. Since then,
on going clinical studies have focused on optimizing the first - line induction regimen and evaluating whether new regimens have more
advantages in terms of efficacy and safety compared to the standard induction regimen. This article mainly describes the progress of first-line

induction therapy regimens for AML, and the research of related molecular targeted drugs, so as to provide reference for clinical treatment.
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KAk, AML B 1) 53248 £ N TS FE Rl A Sy st A%
2Ry TR, A T MR AT AL 2 S R
PRI AR S5 G ok, X T ARAGIR T 77 & R s s
W B AEEZE L, RXFEER T AML—4 1%
SRITH T RS R SRR MR IR 24591
N FH , DA RCHT 77 AR HE IR T 7 AR, B A 8
TR L, NIGRIBTT RS %,

1 RUERTHNMKEUTARE

45 AML 7E PN 1) 22 Bl Y00 R 400 1 P osg 1 A=
17 15 5 MO T U T2 85 1 BCL-2, BCL-2 # il 751 4
Z5 734 (venetoclax, Ven) i 8 [r] 45 & BCL-2 5 H, B
HIERE U 5 BCL-2 5 A MR T B A, W% S
98 S B O T TR R P L T 4T A T AR A
FRAK, Ven 5B 3L M0 (azacitidine , AZA )8 i 45 52 1
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b SE AL RRAY , AT A [ 1 05 T4 e A O
T 9L 2 B, Ven B G Hb P8 Ath 752 (decitabine, DAC) i
Z b A Caclarubicin, ACM) R] $#]1il] AML 41 ffg 384 58
HEGWHFRERY. Ven 5% H I Y (AZA/
DAC) 575 Ara-C ], H BT 2AE MR RZE
ST 75 % K UL L, BU18~74 8 A & IHIEANE A 5
T 3R 9T I AML B3 i br a7 imi 2 A
Il AR B 50 % 1H7E AML — 285 5 7 R B & 8 A
Ven, SR FLHTTT BT RA R o

1.1 & Ven IR &ALIT 7 R —&iAF 67T FHA
T AR 2 3% 475 AML

1.1.1 % # & % (daunorubicin) & Ara-C (DA 7 %)
B4 Ven

DA 5 &5 697 AML ] 58 42 2% fif (complete
remission, CR) % N 60%~80%"", 7F b FE il L, Wi K
— BT e ¥ — T DA BK Ven(DAV J7 5D H) 2
O U 2 TR, NZH SR AR RS 18~60 % T
ZAMLE# . 53775 RLAFZR 60 mg/m’(d1-3,
FKHE )+ Ara-C 100 mg/m*(d1~7, ik HiVE ) +Ven
(100 mg d4,200 mg d5,400 mg d6~11, k). FEALL
334 &, I 1501, L1845l 14 I DAV U5 %
BFIE, EA 58 2% M (compound complete remission,
CRe) %, BF CR AT CR ££ A 58 42 1L 27 P KR (com-
plete remission with incomplete hematologic recovery,
CRi) 1) EL M 919% (95%Cl: 76%~98%: 30/33) « 1k
3| CR ¥ 3041 & A 2901 (979 1E s iR IT fE ik
RN B9 (minimal residual disease, MRD) BATE .
3 2 5 B ™ H AN R 34 (adverse events, AE) 45
Hh MR 4 3 RE (1009 L /NAR 95 (1009
FE L (100% ) + A Ak e A 0L 48 Jf0 9 /i (55% 5 18/
33)Jifi K (219, 7/33) MIIMLAE (129%, 4/33) . R K
TBIT ST . RALRE VI TR 1T AN A, TE 14F
BVEAF Coverall survival, 0S) % N 97%, 1 S TC 44
17 (event-free survival, EFS) X N 72%. %S0T )5
208 Jf v Hop S Crb PREZH i 26 %6 T =1} 10°AY/L
I AL /MR=50x 10" AL I AL ES R A 21 de B 5T
ZiR R, DAV T S SR R RAI2 AML B #H 5
AIIEIRE SRR, It HAA S h ] T PR .

2022 A& 10 K BEBEHEAT T — T 2 J i PR 1
B BT Ven BRA R DA (2 + 6) 77 R i S 1RIT
AML BFH T8 175375 % Ven 400 mg(d1~7, [
R+ 41 % & 60 mg/m*(d2~3, # Bk % 5 ) + Ara-C
100 mg/m® (d2~7, #FMKIES, B R 2100 . FEA T
RIS fif % (overall response rate, ORR) {1 F SPSS

HEAT Bt o3 #r K PR B — 10093 A 1L 1H 5 95%ClLs
T Kaplan-Meier ff THE F1 95%CI £3 i OS % EFS
RITH K AT (recurrence-free survival, RFS) %,
I3 o BORRAG B0 HEAT B . 1B AN A 42 5] i
&, 552301, 19 ], oA AR S 40 % (16~60 %) .
1ANE S AIAYRIT G, ORR N 92.9%(95%C1: 91.6%~
94.1%;:39/42) ; CRe SN 90.5%(95%C1: 89.3%~91.6%,
CR:37/42, CRi: 1/42) . 4, 87.9%(29/33) 1] CR &
15 B MRD B 1% (95% CI: 84.9% ~90.8% ) . #% &
202341 H30H, Tttt 12 N H OS . EFS R AT 4L
1% (disease - free survival, DFS) 7351 N 83.1% (95%
CI:78.8%~87.4%) +82.7%(95%C1: 79.4%~86.1%) Al
92.0%(95%CI: 89.8%~94.3%) . 34k BRI F L7 k¥l
(European Leukemia Network, ELN) Tl Jg XU [ 73 2
Q022" % B F AT o )2 Ja AR e T 12 4 H
0S.EFS.DFS 435l 4 87.5%(95%Cl: 81.7%~93.4%) «
88.9% (95%CI: 83.7%~94.2%)  100% ; ' f& 41 0S.
EFS. DFS #4174 100%; & fts 21 73 51 4 70.7% (95%Cl:
62.2% ~79.2% ) ~ 70.3% (95% CI: 64.7% ~76.0% ) +
79.9% (95%C1: 74.7%~85.2%) . 3% Ifi.(100%) - IfiL 7]\
AR D E (1009% ) AT H PR A I8 i (100% ) /2 155
SR T WA B WL IR 2% AR B LI 3~4 4%
A M3 2 AR S B G, AL A FAPE R 4 A sk b
i it 98 b PR T S G | TR ILRE B ek e B Bz B AN
WALURGe . 1K B AR, FLHE CR. CRi S5 7 2% i
(partial remission, PRO I, 75 S 697 5 th R4
JH 24 5B B 2205 10° AN/L AL/ AR TH UK SR 52
=30x10" AN/L 1 H AL I 18] 430l 9 13 d (5~26 d) Al
12 d(8~26 d) . 4215 & & AN 1 B LE 5 5 01 DA gk il BE
T2, BT A 38 30 AR AEER A 2.4%, A WLEE 3 IR v i
LEEAE. ZIRARTTE T, Ven BEA TR DAQ+6) 17 i
SRIT 5 FIIE E CRe 2 ATMRD B2, FL5- B8 30 i
Wi, BAR SN2t BENZER . M5
FEAMIEL, R fE 4L AE %07 &5 SR Ts B4
IR T A5 SR IT BTG AML ¥ A3k
AT S CR 2, R PoR k&, H1iE R4F,
HAFHE— B ARRE.
1.1.2 Ak 437 (fludarabine) Ara-C. 45 fm o 58 35 R gk
F (granulocyte colony-stimulating factor, G -CSF) F=
1# 34 pb 2 (idarubicin, IDA) (FLAG-IDA 77 £ )34 Ven
5 B MD 2 4l AR g PO B 1 T FLAG-IDA J7
ZECE Ven JRIT HT12 M1 AML (newly diagnosed AML,
ND-AML) A1 & M6 14 AML (relapsed and refractory
AML, R/R-AML) )% 4= P A4 280 i I PR AR a6



45555 11 I Pt 09 2R R LR 2 ST B REL].
20254E1 A M ERR AR (H AR 2ERD , 2025,45(1): 139-146 e 141 -

M T IL G ON 68 I K, A AR e T 46 % (20~
73 %) . 1B WM 3+3 5 & 36 3 A0 36 9 51k
5% R/R-AML i3 (16 651D, DL 52 B KN 52 77 = A
FIERSIEE. [R5 N2 A, BFE T A
W (ND-AML 29 %) #1 I B 1 (R/R-AML 23 %) . 1
H Fisher ¥ 83 30 7E AL A VE Gt 1 B, Kaplan-Meier
T3 VAT A R AR N TR) 43 B s S AP 0 Rk A B
HEAT L #E

WA R BoR, B ANBE. IB. ITAF B 1Y
ORR 73 51 84% (52/68) . 75% (12/16) \97%(28/29)
J70%(16/23) . HALREVT 145, Rk A TTA H1&
FA B EE T 14 0S 20518 70%(95%Cl: 58%~
83% )« 94% (95%CI: 84%~100% ) F1 68% (95%Cl:
49%~94%) . 1BIAEFE K HH AL EFSH0S 73758 6 1
HF9AH, T BIAEE A EFSFIOS 73518 114
ARKIER]. 354 5% ARG & FE P40 i
PRIE (50%) < B IILAE (35% )  fii 4¢ (289% ) AL IS
(12%) . R/R-AML Al ND-AML & i v b i 40 e
I3/ R AN it 98 1) R AR A AR ABL . B IfLE A R/R -
AML H D WL (46% vs. 21%; P=0.04), ¥ 5] 7& 1B
R (50%) « fEFTA B3 T, 30 d F160 d 7 AL %
SAINO R 4.4% . FETIE R AAE R/IR-AML 38,
04 4 136 9T 0 R B (BT 5 R« I 2 4],
fifi 4 1451, il o ot 1D A 2 R A SR BT R
AL 3 531 DR T TR AN I 200 R 2 5 E D

L 38 ] i & (20 5] ND-AML J% 18 f] R/R -
AMD JIGUR R4 22 S J5E DRI L2 B #% 4 Callogeneic
hematopoietic stem cell transplantation, allo- HSCT) ,
$%5Z allo-HSCT ) e 12N H OS RN 87% . %
allo-HSCT ()8 th Az B 15 9 H , ND-AML & F41
J& 124 H 11 0S %8 94%, RIR-AML A 78%. F4HH )5
30 d 160 d IR AL 358 3% . WFFEE5 18K, Ven
A FLAG-IDA i 5 77 &M% 1wy, A R N AT i
2, A2 allo-HSCT A B 42, i R AE AR, I
AR REIRAS BAF ) ND-AML % R/R-AML 3% 1% 5
SRR AT %, HE B ND-AML 5 B AR 34 .
1.1.3 5242 /&% (cladribine) \IDA #= Ara-C(CLIA 77
£)I 4 Ven

S [ MD 22 fEARIEAE 0 ST T — O
U 2 HREE: Ven A CLIA 77 ¥R YT ND-AML
B 5 G H Bl G 2E W 28 5 1E (myelodysplastic syn-
drome, MDS) & # . 3£ 50 ] & 3% N 40, G145 45 #
AML 45 MDS 835 F1 1 VR &R A Sk A 1
J9i (mixed phenotypic acute leukemia, MPAL) 3,

PLAEWE N 48 % (37~56 %) . HEEH % CLIA T &iA
JT, AL 2~8 K4 T Ven(400 mg) . CL 51 EEAT FMS
FE S IR B 3 52 /& (FMS like tyrosine kinase 3 re-
ceptor, FLT3) RAZ, 4% A s £ X # & 7 5] (internal
tandem duplication, I'TD) 5 A8 1 i 22 BR 4 15 &5 #4455
(tyrosine kinase domain, TKD) MR B E K
W2 MR B35 5 B JE¥E YT . 8 Kaplan-Meier 77720
AT HEAF 3 AT, FEAE O BORR A 38 A Cox B A7 X2 A5
YL T A N BERR R M WA M 2 5.
47 %1(94%, 95%C1: 83%~98%) & # 1k % CRe, 1Y 2 41
TCVRIT R, 1 BIAE 5 F BRI ZET . 45 %1 CR (1) 5%
WA 37 1 (829% ) iA B MRD (A . HHAZBEVT 13.5 4
A, F 7 5 fF 5 2215 (8] (duration of remission, DOR) .
EFSF1OS ¥ MARIE R T 124> H FreE 2 RN
74%, EFS N 68%, 08 N 85%. 1 W IK=3 4% AE J2&
R A H PR R 40 M 9/ E (84% , 42/50) | JEk G
(12%, 6/50) FI1 T4 28 1R 28 B i o W - 151 (12% 5 6/50) -
1 914% 5% Ven-CLIA Bt& FLT3 3015707697 B B34 7
S HAMRBET s 2 5 CR AR 2 78 I 5 & 3 b 38 I
Je It RAE, 2 B35 8 BB A FLT3 R45 ) AML 4%, IF
IETE 52 FLT3 # il FI I B A 69T . Hap Bk
HRAEVRIT M RIIET: . 2R AESE T AT
ND-AML 85,/ f& MDS f# , Ven Bk CLIA J5 0] 7~
A EE A ()R L MRD VRS2 A, 6 R T4 =1 EFS
FMOSF, 22 s HA M.
1.14 DACH4A Ven

ELN = XU (14252 AML N B, B Al — 2k 42
ZIC 5T, KRS A R 4 XRS5 A B, CR 288
%, 175 5 D AT 26 vy AR RIS  Hh &5 IR o XU 175
S HIER BE 2R3 TN 4% 10%20%) , 45 J5 5 21
TR — B AT 7 — T2 o B8 2 IR AL, R
% T Ven+DACYE AN —LZ15E SR ITAEHT 12 Wi (1 ELN
o PUSSE AML A 32 e N AR ()97 s8R e 2 el s 3
A2 FBE N, WP AR N 39 % (33~52 %) R
% Ven+DAC #5697, KT 2 8: DAC(20 mg/m’,
d1~5)+Ven (100 mg d1, 200 mg d2, 400 mg d3~28) .
FEA FLT3-1TD R A2 5 B & ff FH FLT3 #5175 R h 3k
Je. 153 CRe M BE AT 1~2N A A 1 & 71 & Ara-C
JLEE YT - K H Kaplan-Meier 757245 T DOR. OS #l
EFS, G4 o 7 UM A B 1 95%C1. 2 ANTRE i S
Y897 J5 » CRe N 95%, MRD BAME R A 79% . w7 B
Vil N 11.3 4 A, #1467 0SS EFS A1 DOR ¥ AR 1A F .
i 124N H 0S N 91%, EFS N 65%. fic WIKI=3 %%
MR AR BLHE LN R RE (91% ) « Hh PR 20 Jf I
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/BE (10090) AT ML (90%) » 30 d AT 60 dIRIEHRI A
0. K 1/NTREHAM, B IKi%E S5 CRe B3 H M40 AR
T S Ch PRI 4 X T =13 10°AN/L, /iR
THE=50x10°/N1) AL [A] 9 34 d(26~42 d)

4215 35 A 334152 T allo-HSCT, H 126 471
FET IR CR G %% allo-HSCT, 5 BI7E LA E K Ja 1%
% [ allo-HSCT, 2 B N BtE#E fE . 2 3L 5] CR 1
BEABH G T SR HEYPUE 9% (graft-ver-
sus-host disease, GVHD) , 1 #l R ZHE R HE K )50
TR

W LR, ML ICIRTT , Ven BEA DACIRIT HT
LW ELN i3 XU AML A48 il B CR 3R, I
K0S K EFS, HF-WIRIEFA 0, f& —Fh 22 447 301
12 & VentFKANTF T E—XRAEFETHEFR
Tt % 5% A7 AML

TE— T Ven B A0 R 3 AALIT 1 1 B BAF &
SR TR, N SRR R =65 %, Hris i) JE K
£ AML (de novo AML) 5t 4k & #£ AML (secondary
AML, sAML) &35, HERAEREZ T 1C, L5141
EAML B E NH, TALFE R A 72 % (63~80 %) 6
23 ] (45%) 4 T B s AML [ BEAE 95 » B L 1) A2
MDS(n=14;27%) ; 16 1] (319%) BEA: #3234 2= FH 34k
PNEIT o 51 B B 2 2 R IDA+Ara-C(IA JF
FOEA Ven(5+2) T RUAV TR FEFWHRIT. 5
BITAANFED 7 d Ven BTEAIT 5T 517 d 1AV T
%o 7d Ven BIHIEST A S A HIEIEIEAS]: DVen
50 mg d1~7; @ Ven 50 mg d1, 100 mg d2~7; 3 Ven
50 mg d1, 100 mg d2, 200 mg d3~7; @ Ven 50 mg d1,
100 mg d2,200 mg d3,400 mg d4~7; ®Ven 50 mg d1,
100 mg d2, 200 mg d3, 400 mg d4. 600 mg d5~7 .
7 d IAV: IDA 12 mg/m* (d2~3, & ik i 73 ) +Ara-C
100 mg/m*(d1~5, §kHiED+Ven LAF G 7l & 4524
(d1~7, PR o LA ST (44 & B IDA 12 mg/m®
(d1)+Ara-C 100 mg/m*(d1~2)+Ven (d1~14, % 5 11
& H RG24 . BRI0IT TR £
28 d JAIHIN 2 1~14 R IR Ven. 53697 )5, CRe
N T2% , B 71 de novo AML N 97% ; sSAML N 43% .
de novo AML ] CR %K 68%, i SAMLAY A 9% . #&
ANABERIHRAL OS A 11ASF, Horp 4451 23 o B 40
FET:. 55 HA ) 55 i WL =3 9 AE R R #v ik vk
% 20 U /R (55% ) FTMCIALAE (35% ) « A (50~
100 mg) A% 75 (400~600 mg) 71| & Ven VA I7 412 A]
AE KARTHE Z 5. 5 FHIT M Ara-CiA

I7 R 1 RIFGR, R E (=0.5% 10°AN/L) FIfL /Mg
(=50x10° MLV 1 HR AL IS ] 43 7 2 26 d #1125 d.

A/ DLE R ST JE A A, rh kL 2 B bk R R AL
I [A] A 15~27 d, 3 UEHE IE B B DL A R

R . FEULIENE T 55 1A 1, Ven 600 mg 7 &

0 R 1 R PR 2 PR T BB R I TR Crb s £ 45 DAIR
TBALH E AT (17~30 d) . IEF CRe I 3,
Ven 600 mg 71520 5 %A 341 (60%) fEIL[EN G ST 5
1A 5 55 42 % PRI i - B0k BE K &2, 17 4
IR 20 5 B FH R E . 1461 B E Q7% B %
T Ven 4ERFIRYT « MUK 2% AE ALHE 3 2% R 41 i
JRE (36%, 5/14) 5 3 L L /INIB A AE (7%, 1/14) F1
4 QMR IE (43%, 6/14)

IAV 7 E% S9697 )5 » de novo AML 3% ORR 1%
97%, sSAML H: 3 ORR N 43%; 1L 2 K 52 i 18] 4 4iE
K, R ALRAL, T 249 AML B3 224 il
i 52 1) o

2 BRESARSTARMTHERL MR

2.1 FLAG B4 & R H 4 IDA 7 % (FLAG+/-IDA)
vs. “B+T" I E

FLAG+/-IDA i % F/E R/R-AML 4% BUG I7
DN FRIG55 S 6T . Solh S A 4 43
BT T 304 651 AML B 35, M3 4% 36 [ [ 37 28 & J6 iE
(National Comprehensive Cancer Network, NCCN) Fx
1, X 28 58 28 FLA v S B RO 2 XU, 200 %
52“3+7” (n=86) B{, FLAG+/-IDA (n=218) % 31577 .
PR 2H B IR R AL AR R AR AL, 430 59 % (21~80 %)
60 % (19~77 % ) ; NCCN X[ 40 73 2 76 . &
72 5 (P &R XU 52% vs. 56% , =5 X% 48% vs. 44%,
P=058) . 1 NMERHME, 53+7"HMIL,
FLAG +/- IDA #i CR * ¥ & (74% vs. 62% , P <
0.001), J& | CR [ B 8] 5 %5 (30.0 d ws. 37.5 d, P <
0.001), 3 H FLAG+/-IDA V& J7 J& CR & ¥ MiZ Ik 5
T R IS E) BE 452 (115 d ws. 151 d, P < 0.001) . FLAG-
IDA 41 88 3 22 fift J5 3 4E OS Al DFS %3 5l A 549% 1
49%, & FE AT “3+7"H 11 39%H1 32%(P=0.01) . 5
“3+77H AL, 825 FLAG+/-IDA 1 8 # B 4H )5 11
3 4 0S(58% vs. 37%, P=0.01) F1 DFS(51% vs. 33%,
P=0.01) 5 &y IX T [m] v o BT 45 SRR B, 543+
7777 FA L, FLAG-IDA H T 14615 S 1697 AML &
H CR W &, ik 3 CR 1 8] L 12 W 21 8% 4 1) B Ja]
B, A E AR )G 0S FAEFS ., H A N
PE, AT RE & — M NG RIRIT TR
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2.2 Ven+tAZA(VA) wvs. “3+7"H %

VA 2 H 2 A IE G452 1C 1) AML 5835 (bR
HEIRIT , B = CR R FNURFE R ek 2 MR g /17
Cherry 2821 B 73 4T 1 292 614252 VA (n=143) 5%
1C (n=149) J7 1697 (8T 12 W AML & W45 )R .
VA H AL FE I N 69.5 5 (22~91 ), 1C 4 H [ 4F
W8N 52.7 % (19~81 %) s R4 ELN T 5 XU 73 26,
VA QAR U A 25 SR e XS B 451 9 310 N 16.8%
(24/143).16.8%(24/143) .65.0%(93/143) , 2 ] & &
TCIE VP TC 2RI XU  mv 4 JXURS: « e AU B 451 53 il 9
15.4% (23/149) . 16.1% (24/149) . 40.3% (60/149) ,
42 ) BB H TCIE VRS . VA 419 sSAML. VA 7 A o 1
AML. MDS 5 # f 14 58 1% it 98 (myeloproliferative
neoplasms, MPN) RE 4 ¥ 97 26 & N #0437l 4 59 H
(41.3%) .27 $ (18.9% ) < 17 5 (11.9% ) , 1C 4
SAML. V57 #5414 AML.MDS 8¢ MPN BE 41 VA )7 B
N B3 5l 42 51 (28.2% ) + 15 4] (10.1% ) + 15 15l
(10.1%) » Kaplan-Meier 77 1% A7 T1 9 Az A2 47 5[],
Mantel-Cox X Z0Fk 73 T PL s A= A7) (7]

VAFIIC A7 D5 [R] 53519 808 d #1697 d;
HHAL 0S 43 5l A 483 d A11884 d(P=0.002). VALY
IC 41 ORR 7 & % 2 7 (76.9% vs. 70.5%, P=0.211) .
F BB VA A AIC H 2 (A 1 48 2 57, 9] an A 8
ELN S AR AR A, 10 e 4Lt — B 3E47 7 i)
VG Hc BA %) 43 B (IC 4H : n=48; VA 4 : n=48) . H4E
W KRS 73 2 RS AR A VLTI, 1C A B A7 0S 9
705 d, 1 VA HARITEFI(P=0.067); 52 VA FIICIEIT
1 28 35 o i3t e A2 A7 3 (progression-free survival, PFS)
(669 d vs. 751 d, P=0.370) . CRc (76.9% vs. 70.5%,
P=021 1D FMFHIZET: (3697 30 d NIET) o B 22
Ro WIREBL, ET 08, VAL T 1C I R A4
=65 % .ELN & XU AT RUNX1 845 IC T VA
()[Rl 25 8 ELN o 25 XU 5 3 PFS, VA LT IC (1)
R & 2 FE =65 % Ml RUNX1 RA8, KK ILICAET
VAR E . S RYIE RN, BEFER=65%,
ELN 7 XU, 4 RUNX1 2248, VA )5 Z1E NiES
TBIT IR s ELN s &5 XU B WAL e % 8 1C 7 & .
2.3 VenFE A DAC(Ven-DAC) ws. “B3+7" H %

I K B — B Bk 75 7 2043 1A A 5 T i A 1
g5 LU, AE 2023 4F 12 H 22 [ Il % 2 (American
Society of Hematology, ASH) 2k &5 17 — Il £ H
O BEHL T B HAREE i i 4 2R, B xs b 1
Ven-DAC 5 1A J7 Z1E ND-AML &35 7 7 30f 22 4=
Mo NZHFRUENEERS 18~59 % [ ND-AML #3% . #

202397 H 11 H, LN 1024 &3, Hh Ven-
DAC 2 55 %1, IA 4 47 5] . Ven-DACH 5 77 & -
DAC (20 mg/m*, d1~5)+Ven (100 mg d1, 200 mg d2,
400 mg d3~28) . IA 2055377 % IDA(12 mg/m®, d1~
3)+Ara-C (100 mg/m?>, d1~7) . 1 D FEABIKTHEFIBIT
Ja ARIXF] CR W 8 T AT 5 2 AN IS 2E
J7. PUEVAYTT : PHE Ara-C(Q2 g/m’, d1~3, BER 21K -
F A SN CRes 4R KB, Ven-DACH 5 1A 4
CRe FH 24 (85.5% vs. 78.7%, P=0.37), {H Ven-DAC
24 MRD B 14 9 CRe % i & T 1A 4 (67.3% vs.
53.2%, P=0.147) o« XF T H & XU Ay KU B, TG
R v U HR 3, Ven-DAC 211 CRe 81 MRD 14
) CRe .2 & T 1A 41 (CRe, P=0.031; MRD [,
CRe, P=0.029) . WA FEV; 7.8 ™ H , A5 R IE 2
EFS 1 0S. Ven-DAC 41 5 J& i /MR K& 2 =20
1AL B AL 1A oy 12 d, BB 8 FIA 4 Q1 D
(P<0.01). H5IAZMLL, Ven-DAC 417515 5 HiTH]
ML /NBRETE (5 U ws. 7 U, P < 0.01) F0 4L 441 i % 0
(3 Uws. 5U, P=0.023) 7 R & H K. IL4F, Ven-DAC
HH rp =3 gk A A R 20 ek D E (41.8% ws.
83.0%) & 4 (27.3% vs. 72.3% ) I ik #5E (5.5% vs.
31.9%) W K A R B R T TA (P <0.0D).

SRR R, 5T ND-AML #3%, FILIA 7 RAHLEE,
Ven-DAC J7 % 0] 7= AE B2 5 ¥ MRD B 4 ) CRe 25 U
Hoe = AR ND-AML &3, Ven-DAC 77 W[ 1A B 5
(1 MRD BH 14 ) CRe 2, 141 f i %k 5 A W) 58 4
HAE RARFAK.

3 SFIHEZY

AML )73 7 2 Bt Fe ik FE A itk 1 7 T #E M) 254
(AN BRI R X6 T £ 35 TS 0 J= ) BB SR T T R
A4k LA B . 52017 ELN 48 9 A L,
2022 ELN 15 g % W12 I (a8 4% XU 3 28047 7 5
B, A0 e v S AT 3 A AR A R €48, CEBPAD
ZIP X HE N RAZH K NG B iFH > tEF
ASXL1. BCOR. EZH2. RUNXI. SF3BI. SRSF2.
STAG2.U2AF1 B{ ZRSR2 iX H6-F 5 18 A S i AH o
PRI 78 [ AML VA ZE AN BB 2020 78 XU 73 28
A5 B FIT3-ITD S8 AL L RS, fir A (£ FIT3-
ITD A ) AML #B U= 2 v 4 XU 26
3.1 FATHEER K A 5 1 (isocitrate dehydrogenase 1,
IDH1) 4 %1 5

2022412 7 1 H, 56 B 1 5 24 5 B B B R 4tk
M 78 9 IDH1 0 61 71 B - 4th 3% JE (olutasidenib,
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FA5 L1
20251 H

OLU) H T R/R-AML™, iZiR 36 N4 i Nk %
i IDHT F155096 97 () IDHT 9848 R/R-AMLPY .
PR NTL S, B2 OLURIT BRI . CREGE
I ML R 58 A 22 i (complete remission of par-
tial hematologic recovery, CRh) % N 35% , iX 3| 2% it
(RIS (B2 1.9 H o #EIA 2] CR/CRh [ 35
AR HE A, FFALDOR N25.910 A .

AR T — AR =B . fE— T
BTt IDH1 2878 (0196 A R/R-AML 83 AR R YL
FoH, 8252 AZA/N en/ AR JE AT Gvosidenib, IVO) i
1 CRe %4 85%~100%; 28 TVO/Ven [1] CRe %
N 67%~100%, P =17 FA LI B35 2 7 (H=
BT R ER S T MRD £ % (86% vs. 25%) . H
B 1E 78 3 47 IDH2 #1571 BB 74 3 *F (enasidenib,
ENA) . OLU 8. IVO 5 25 H Ak 25 ) F1/8% Ven AN [F]
A BT
3.2 FLT3 9415

—T51 11 HHF 90 10 B 3 25 SRAE 52 T 70 % LA F
A FLT3 RAZH AML &, 7E 153 KA & Ara-C I
[ 1 24 5 Y5 97 S I FLT3 4100461 751 K W 2 AR (mi-
dostaurin, MIDO) {7 205, HHF HAE allo-HSCT Ji&
4k Fr IR 97 R R R B 3k 2 B0, B AT MIDO
AR S O T IR S 4E R T

Z 4L & JE (quizartinib, QUIZ) 5& 25 2 48 1 &
FLT3 45, 77 $2 5 R/R FLT3 2845 7 AML [ 22 fiR
F ) (8 5 ] QuANTUM-R W 58 o i 4% Kotk o7
FHEG, AEAFRFAENY . I H 5 HoAth FLT3 300 550 46
L, QUIZ [ o U 25 14 A0 i i 400 ) 4 FH 3 I B A
QUIZ 1 AAE 3 [ BRI SRAS e, (A O AE H A3RAS
bt . 5 —Fp T B FLT3 $5) 757 2 58 75 $7 JE (ereno-
lanib, CREN) o fgix it & 1 FLT3 RAEH] 12 i A
AML &35 HF A CREN BCA “3+77 1 504 o
NP EEHERAER NSTE, Hheo %L L&
30%. FLT3 AR RMALFE 75%1 1TD 18% 1 TKD,
7% B35 [F i B A ITD A1 TKD R A48 . 2 AN H
(£ $5 FLT3 ITD % 48 5 £f: B FLT3/DNMT3A/NPM1
FEAZ B 2H ) CR/CRi #H id 80% . 14 # CR/CRi 1)
BE MRD BAME R N 94%. Hd50%M B E#% T
allo-HSCT. Azl 454 H , dhir 0S RikF),

3.3 AT ApE
33.1 TP53RZ¥emthds

A RN FE L (eprenetapopt, APR-246) /& — Fif
BRI 25, B IR HE TP53 RAZ 4R 5 DNA S £
(1) & & BT IOE LR SRR I . H AT I T I A

IE7EVF Al APR-246 5 AZA B & VR J7 TP53 5845 7l
MDS Al AML f)97 258, MDS H# CR F N 47%-~
50%, AML £ 3 1] CR 24N 17% . ABAEASE =1
&, P IUAE 70 R B CR ) 8 TPS3 AR A R 3 12
B . MDS & 1) AL 0S K 10.8~12.1 M H
AML B# N 139 H . AE ARG & B o ks 40 i
WD PP R GRS

3 — T 7 B O BUE VR AL T APR-246/AZA
7 TP53 545 1 MDS 1 AML i 2 allo-HSCT J&5 45 #5
BIT R BB T T ARG, AL
RFS A 1254 H, HA10S 206 M H, K KA30d
WIBET .
3.3.2 menin 37 %] 7|

2 W 7T PFAE T menin-MLL #4157 KO-539 5%,
SNDX-5613 7F £ 5 KMT2A & Hf 8% NPM1 58 45 1)
R/R-AML & # HH {7 2% . £ s 3% B, KO-539 B¢
SNDX-5613 ] CR/CRh 3 (25%~30% ) F1 MRD Bf 14
K (T5%~T8%) FAA“ ), AE A1#5 QTe &K A1 701k,
ZEOAE. (B, 18 F KO-539 (U NPM1 2848 AML 3%
HR LS B 7 LR A ALE

4 B %

Zi EPTR, X TR AT 32 1C 1R 23, Ven Bk

5 1C 77 5 M DAC Y00 7 A 5575 /¥ CR ZE 1 MRD
P, iy B A0 1) K 52 I ) AE AT $E VI S8 K0S
EFS: % T &4 KA 2 1C B3, Ven BEA R TA J7
%8 CR &y, MR 2 Wk 2 I ] R SE 4, RSB T %
s LA “3+77 77 RIS L, FLAG+/-IDAL VA K&
Ven-DAC 75 ZEAERF 72 & 3 WA vt 3R I L v 11
AR, HRIEFE R, X7 2w G S
H AR S5 B VA 5 Ven-DAC J5 %, W f (B 2 T AR
B EAREA ST o RIS, B A B R B 22 1) 7 L A 1)
LN IT, TERLARR 55 7 R 2 iy
PRAJT 5 225 SR A B K (R B 15 I TR SRAIE S5
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