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Abstract Acute myeloid leukemia (AML) is a heterogeneous hematological malignancy. In recent years,
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with the rapid development and application of various biological techniques, such as flow cytometry,
molecular biology and mass spectrometry, people have a deeper understanding of the pathogenesis of AML.
The World Health Organization has updated the diagnostic classification of AML several times, and the
European Leukemia Network has revised the recommendations for genetic risk stratification of AML. At the

same time, great progress has been made in the monitoring of measurable residual disease after treatment,

the hierarchical design of treatment regimens, and the application of molecular targeted drugs and

immunotherapy. AML has entered the era of more precise diagnosis and treatment.
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SR I T A0 AL A S L FLTS-1TD FHE AML
HATLAEBE FLT3 410 4 50 2 47 , HAth 28 35 mT LA ik %
HMA 477,
5.1.2 At 2siibyy AML B 1521697

W SIRYT TR 572 3R Ak 7 B TR ik 4
= PLES HMA JRYT 7R A B i HMA 5 HMA +
ANFIVRARI T2 T4y s AL 2 A I A IDHI
748 AML B, n] L 88 S0 AR Je A 16 G B LA 7 5k
AR R A B 25367 s i fF FLT3 %8748 AML i, ]
DA 5 3 5 2 JE Bk G 4t 2% v b s B e A BT 4L

e

CR JGiR7 0 TR BE ALY T 5 7 /5 CR 1) AML
B M 2R e BB A XA T A7 o BRI R B AR
I BT TR 2 5 AL T R S Ak O BT .

5.2 REREMNTFHMEBE

AML J& 5 55 R ¥ 1+ 20 Mo B8 Rl A B DL o L
WE 0 55 36 DR 3 i, 1 440 A A% A e 2 B i eE — ] fig il
AML B 3 A5 K I 2 fi 5L 20 By F B .

SR ;S A N I R [ 2 S 1 AN
It AR AR B S5 B DR T T AR Y o R AR AR A B
THIRIER) AML B E 25 5 R 2] S 5L e 2, i gk
T B R ARG B R AL B O A B AR AML R %
2 [7) oo S5 66 PR) 5 ol 1 440 L A% A B R T BB . TR R YR
T IR Je RS A W) T A 32 5 TR R L i A3 AML
BEBMIE NS R — s,

TESE — IR 58 4 5% fit (first complete remission,
CR1) # [a] i 47 57 35 DA 3k 1t 1 &40 JHe % A 10 e o o B e
TR - 3R 5 b, 32 L R Y A R 3 A% A g
it AL SRR PR 4R A T B RN DL R BB R R
MAER R, AT 55L& i 40 A A AML
B KR KT 35% ~40% B, b % 8 TR A &
MmN R . X FHUE R0 AML B, &
MRD %5 B A2 1 B E S, — A 3 CR1 B iEAT 55
FFEMTMBEBHE., M THEASRMRK AML &
HRKZHBUG TS AML B3, #7007 55 56 8 i
4N A A .

YW I R IR 2 S A R I T A AL AR ) AML
BEIRIT R M B R N, AR A S A Y T A
MBHEEELZNEETR . A I0NKNEEERIEER 2
. TERY) 12 D HWERAEE S KR H )RR
W 22 5 (E G g3 0 o b o i e A e L oA O 4 e ey
RE M0 R — 0 0 A 2B A 4y sl A R st A% 2 R R
B X TR FLT3 A8 AML 4557 53 56 R
M4 s 2 Ak Ba, AR T
FLT3 A Tepe, 5 B e Rl ki &5, fF—
TG AT R, i e R e M T R R R A A
WItHE M HZEERMEE T, Himg e 58
PRAGTT 1Y LR A7 30 2 0 AR 20
5.3 HTHEEAYMKANB

KLk, Bt A A7 M i i+ 4 i F8 A — B2
AML W) EZ697 F B X T 248 R4 AML &
o TRRE T B & IFAE SN, A AR R4 35t A% 2
Ry iAo 5w e 3w, 2 25T 25 R L B BUK
BB X ARAEAL YT S 3 I 40 B A AT A2 1 25 TR T
BRI . BE NGS S0 FAEY S BRHhE &
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JE L AEXT AML #9537 % 9 AL B4 8 A R SR Al E L £
Xof AR S L DR A 53 % 1) 4 R 1 24 ) s S BT
BB I 100 T I AR o A e e AN T A2 5 AR YT L R
A AR gL 2 e i DL RS R ETR ) AML AR RE W%

2017 LA K, 6 & 5 2 o A B )R (Food and
Drug Administration, FDA)SEJ5#t#E T 24> 7 #E
w254 L T AML G IRIGRYY .45 . OFLT3 M)
1) 77 < K e 22 AR A 5 B e s @ IDH # i 55)  SCAR e
A FE TG HuSF ; OB itk EL 21 g 82 -2 (B-cell lymphoma-
2, BCL-2) Ml 5 . 4E 4% 5e i .

5.3.1 FLT3 Ml

FLT 3 S —FiRe 57 2 35 T 3 1 40 i i 55 55 1
F TR UG 32 A X 2 5 TE 3 100 D R A AR .
FLT3 %20 AML & W W RN REZ —. 4
30% 4112 AML B HAFAE FLT3 28748, F B AR J Al
f4f FLT3-ITD 5 FLT3-i% % M2 % 6 45 14 48 (tyro-
sime kinase domain, TKD), HHj FLT3 i 5] 3=
BAT R R JEAE

KW Z MO S — AR T AML (988 ) 3R 7
2. — W CALGB 10603/RATIFY B 8 ik 5"
RO T 717 B2 W B FLT3 %8 (ITD B
TKD) ) AML B A (18~59 %) i &, &b 53 41,
FEZAST LR /R W 2 AR Y I R I 5 5 R
KW Z R FZ2 RN AL AE OS 205 74,7 A H
F1 25,6 > 5 K W 22 bR 21 122 JgE 500 26 9 v A6 T = A
A (event free survival, EFS)435°8 8.2 4~ A Hl
3.0 H . WS E RN A AR HEAL ST B B AR
FHK R Z AR AT G 25 1K A FLT3 €48 89 AML 8 3%
1 OS #l EFS,

— TR [ - B b ) S M AR L F 9T CAMILSG
16-10) (9 11 499 i PR 3k 38 X #F FLT3-ITD % 42 1
AML i35 (18 ~70 %) fif I K W %2 bR 45 988 Ak AL I
J 1 S 5 DA 3 o 240 A% R R — A K W AR A R IR T
HYIF AT TP . ISR A 440 I8 Hoh
312 847 B2 (18 ~ 60 %), 128 Bl L 4FE K (61~ 70
%), 440 P B CR/ 58 2 G i B AN 52 42 ML 7 K
& (complete remission with incomplete hematologic
recovery, CRD H{if EFS Ml OS 435k 74. 9%
13.6 N A A 36. 2 A~ A L 5 17 s X B BA B A EE L A 56
PR TT I K B Z bR T I 25 BGR AR R AR AR AML
£ FLT3-ITD MU4F 3 [ EFS Rl OS™, KMEZ Ak
O F 2017 4F 4 J 8k FDA Hit e 50977 & HF
BITHZ B A FLT3 287481 AML A B3,

i 5 JE R — P B L BR AR R R ME FLT3 4

« 7 e

xR R MER YR FLTS R AML B A7 2534
PR, 7E— 30 I ) ADMIRAL I KR 56 o, % &
RMEIEPERE FLT3 845/ AML 8N\ 8 3% BEHL />4 .
PR 20 53 990 2 52 35 B 4 Je s 4 BoME AL IT (salvage chem-
otherapy, SC) . 7 371 Hl4F & &1 & v, 247
B AL BC 28 5 H B 2 41, 124 84y BC &= SC 41,
HI B AL OS B ML SC 41, 43518 9. 3
ARG 6 AH I E LM SC dLiyH 4 EFS 43
IR 2.8 A0, 7 A H 7R S Bk Je 4 SC i,
iKF| CR/5E 4 22 i A1 38 43 1 W “% 7K & (complete
remission with partial hematological recovery, CRh)
R E T 4y 9k 34, 0% A 15. 3%, Hith CR Y
B 9 21, 1% F0 10, 5% . [6) i 55 i B: e 41 3
G oy GO RS R SRR R R & A R AR
T SC -,

FH T il 2 2 B R RSS9 BE ML X R, [
P 2 Bh 27 B I VR 5 e T AEEAE 3808 4 T — 00 B
Hle5 SC WW#IGIT H K/ MG TEFE FLT3 RAER
AML ) 1T 3 FF 3. 2 o0 i K i 3% ( COMMO-
DOREY™™ 3k [ v [ AR % 307 i gk L 2 [0 R 5 0k g
W R K MR FLT3 2248 B9 AML A R 3 3t
T1 234 .45 1 2 1 BEAL L. 20 4% 2 35 B B 2 (116
i) E SC118 B R YY . 4R B, F I Jed CR
BF B (16.4%) T SC 20 (10. 2%) , # B & e 41
AL OS 9.0 AN H st SCH 4.7 M H . 7 %
HleHBHER EFS W FK T SCHG IR 2.8 4
AR 0.6 AH) . WP REE RN, AWM E LG
PEFE FLT3 24509 AML AR #FH H . 5 SC Al L.
TR B E LR T OS Ml EFS, 5 & e % 4
PE /e =2 PEOL T SCL it — P 5k I8k T ADMIRAL
T2 1 I PR 485022 4 PR 5 IR S T 3 B B Je X &
RMEIGEFE FLT3 %6748 AML 1Y &8 35 25 Ak, 5 B B¢
Je CAE T E R E ] TR YT HEIR AR FLT3 248 1
AML,

5.3.2 IDHI1/IDH2 5]

IDH, 245 IDH1,IDH2.IDH3, IDH 7 =& %
PEI P AL S hr R IR 2R o B R, S E 1B
M CDNAHF 3 b 45 G bl 2 W0 33 4% 3 DA 6

AML B F44 6% ~10% 2x & & IDH1 %1%,
AR JE A —Fp O R A 8 1) IDHT 28 48 /N 43 1 9 16l
., FE—T0 1 # (NCT02074839) lifi R ®F 55" v, 34
BIARIE & b5 HE R 9T 19812 Wi £ IDHT 222 (1) AML
BERZTHH 500 mg AR AHIRIT . PALAER N
76.5 % .26 BB FE (76 Y0) B4k & PE AML, fH WL
SN N RN I Y NN W S
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ZEAAE H AT EAF L3R YT s CR+CRh oy 42. 4%,
CR %N 30. 3%, s {7 OS Ky 12.6 4~ H 521 % M4k
R TR 9 0 B Sy N R il I BIE SR A R AR OR
WL IDHT 488 AML 3 v, AR R A
YR IT I 52 M BAF, AT SRR AR A T B0
M

— T [ B 2 vt B AL RSCE T I K G 5 (AG-
ILE #50)0" Hp of AR5l 4 4232 3R Ak S k)7 3 2
Wrid 146 il £ IDH1 &4 AML BEBEHL 4, —
4 R SR e A + BT LI RYT ) — iz %
ST 4 BT FL AR VR YT AT RO L AR R AR
Je A BT 40 CR+CRh % (52, 8% vs 17. 6%) .
CR H(47.2% vs 14.9%) S 24 Ji] CR #(37.5% vs
10. 8 %) ¥y g 3 i T B + B 4L dl . XARE A
R AR A OS R 24 A H L8 T LR
BT 7.9 A H . 5T 45 R s, 5 2 R
~ BT LM AR L SEAR S A A BT FL AR IR 97 AT G B
HEYNELE IDHL 2€748 AML B % 1 OS FllG 5K & 1
(CR.CR+CRh) , /R H 3% W I R 3k 25 .

ZAREA T 2018 4F 7 J13REE FDA #itifE L,
TRy IDHL €248 1 & & /XEIR AML 1 N i
Ho 20224 2 9 B, B 2 R Rt
AR SR A TR YT IDHL 28748 1 iU 4R A2 R MR
AML, B Pk 86 28 (i CIE 20k 58 2R 40 e B
ML) B2 38 1 (2023 4F B0 )8 AR B A 98 A
IDH1 78 9]12 AML RSP HE#ET,

IDH2 %48 WLF 25 12% 1 AML B4, B75 7
&— B IDH2 il 7. — 3 1/ 10 81 R BF 5T
(NCT01915498)"" I 4y A 239 fil £ IDH2 % 4 1Yy
AML B3 76 176 B (5 BT A B 1) 7490 2 & /3
IHE AML B A#R N 40. 3%, A 2% fifk 4 2 I
[i] (median duration of response, MDOR) A 5. 8 4~
Ao OS2 9.3 A Hirp 34 $i1(19. 3%0) CR &
FHHAL OSIK19.7 M H .

— 15 [ B L 22 Hs | Bt AL T 30 e R 3
R WL 7EfE IDH2 R XEIR B K E AML 248 B
Hh X PG T 2R YT S R RARYT 5 R AT T T AL
XA AT . A5 RN R M S IR T O R
AL, B W ZZ R (41% vs 11%) . CR F(26% vs
39%0) L 2# 2 3 (hematological improvement, HI)
(A1 vs 13000 Hy 1 4 %, A i BB 04 oF 41 OS
IR, 1 AR5 41 % F 26 %6, 7Y db P
Hrp AL OS 6.9 N H M HIBITHN 5.7 1 H .
BV - 2017 45 8 A 1 H i FDA #t#E Eii - F
IHIT A IDH2 AR BN B & 8O iE T AML,

5.3.3  BCL-2 i3

Y s i — PR S BCL-2 il 50, 1
25 BCL-2 A 456 BT B 2 98 T2 4 H Bim,
BAX &5, Ja sl 8 T2 G SN 5 BUE R AR S B ) 38 37
PECAE L IE R A0 M (0 R CL iE— 25 30 2k Dk &R K
X AMRE M. FEOE M-,

— I [ bt T B- 1T 1A 58 (NCT02287233) 7
i T 423 5 pr e & /N = BB i # (low-dose Ara-c,
LDAC)IRYT & 4F AML B 1 2 4 P fvn 297 38,
82 Bl iR F e T HERE W I IR =R Y7 .28 R A —A
JE ), 42 5 F7 600 mg/d AR ES 1~10 HX T4
2 LDAC (B H 20 mg), BE PR MW N 74 %
(63~90 %), Hi 49% g4k &P AML, 29 % BEA: #%
Z ik HMA JRYT .32 Y0 A o fG 240 il st A% "7 FRAIE . 45
R, 54% B E R F CR/CRi, Hi OS2 10. 1 4
A .MDOR & 8.1 1 H. fEBEME & HMA Z 51 &
FH.62% k%) T CR/CRi.MDOR N 14. 8 ©~H ., th
£ OS H13.5 1M H.,

— TGN AR AE G IFAE AR =75 & SR I R A
BUAIE B AR S IR IT P12 AML B # i 170 E
brZe oot BE ML, BUE T30 R AF 58 (Viale-A,
NCT02993523) Fr g A 431 4 35, BEAL 220 . 43 5]
52 57 ] FL L+ 2 7% S b sl BERNIR YT, Hoh 4 s e
FieH 286 ], 22 REFI 4 145 6], BF 2845 oK, 4 43
SEhL AR AL B A OS 2051k 14. 7 ASH 1 9.6
AH . YT R CR & T2 BRI 41 (36, 7% vs
17.9%), CR/CRi L 1. 3 & T & B 41 (66. 420 vs
28.3%) . WHFEAS RN A A A 12 2 Ak fb T 1Y
KREIRIT B 52 LI B 2538 97 1 R E A
Lo 3532 BT LA+ 2 AR s B IR IT AR OS B K,
SRR,

2018 4F 11 H 6 H FDA it T 4 i hi 5
LDAC B G H T B G I AN G A 2wl 17 58
T =75 Z izl AML 855, 2020 4F 12
v [ 2R 2 B A R R I o A s v i Ik A BT L
L TR T G T 9 8 AN 3 A 4 52 9 % 3 AR 9T B
=75 1 AML AR E . (R ZHERER M
o CIE 20k 54l b i i (4 1 s ) v B2 97 48 7 (2023
AERRO VR Y R TR DU 32 5846 ST ) AML s s 4
SR e 2% 5 405 o S 41T SR 4R 23 s b Bk HMA i
FRIT s X T AT 3258 A0TT 1) AML , HE 72 2 2% s b Bk
& HMAY™

I S A U= ) O W o N U
AML FYHE [0 G T7 AN 52 BR T 55 D 58 A8 2 531] b kg — F
BT IS0 Ay TR RNG T 250, O AML 4y 1A ] 2]
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Yt RE TR R
5.4 BEEEHNMAMREREEIRTT

WA PURZR T 418 (chimeric antigen receptor
T cells, CAR-T) Y7 72 48 i ik 5 P& 1 15 A B i A
RSB R S5 A B K T 20 MO 5 5 i st e )
B AT SHAE 8 T 40 M0 & 2 5 iR 0 A % T A Ry
S MBI AE B I B B, DT R A R 1) R A0 b
A PER ., Bl CAR-T IR & WIS 2 B
AR EAY CD19, EZH TR A ALL, I
8 T IFIT R,

HETE X AML 9 CAR-T 4 97 13 8K 17 16 IR 3k
F AL AE - OFF 5 PR ] P AT B 2K s @ AML 48 i 5
S e O B s O e ik ik s DR G AT R T
T 200 i 351 45 5 3% @ 7K CAR-T 41 g 1 45 IR wE™
Horpd R XEAT SR 7E T AML 98 40 Jifd 5k = 55 55
PEFE [ B I 1 22 R A0 B SRR B B R A IR
T I 1 /R 200 P R 240 B PR A B gk, DT
FH CAR-T (Y7 J t 80™ 5 /) B #6300 1, & A Boaw v
th I R R PRI 0 ZT A L O R R S R VA T R A
FJER AT REFRARIAR YT X B . HOAT, £ X AML
) CAR-T JA¥r £ Lk CD123.CD33.LeY 1 C K5k 4
R4 T 1(C-type-lectin-like molecule 1, CLIL-1)%
Sy B ST e R L (BT R B 2 im R A Ok 6
UEHA RNE S 4k . i ER A AML 28 i 375 S 310 4l
PE P OA B e 3 3% S AR CAR-T 48 Jifd il %5 R
XE A R) AL, 9 5 N D 7 SR BRAN ] 179 5 W% R 1 % 467
g g2 R0CRE = CAR, A A% 2 P sl % 4 FF ¢ . TCR
B CARs.v8CARs NK CARs, DA K& A= i 38 F 2 5k 7]
F Sk CAR™

6 T%

Bl G RE 2 8t A 2 B o3 AR ) R B R 1Y
H ALHE NGS W32 b AML T Jin 4 1 19 43 3%
A PSS LUR B, AT T AML #94> F & s Ll
BT HEIMEANR, AML G20 SRk s T
AML 20 54k | e 28 32 80 Il PR 36 -5 6 05 45 Jmy 1 57
Btk T, WHO X T AML #E X5 TR W 15
VIR U LA T AW 2 58 e o K
Ak . AE R I PR 2 A 3 vh R T AL 2 i 1Y
AML AW g4k 3887 . i 45/ MFC fil RQ-PCR
AR AML AT J5 5% B3 kb 105 HH 6 4 328 26 AL DL
A I AF 6 38 A% 2 S R I 38 B 4 B o S8 IR R
FER BE 43 2 AR X T AML YR Y7 J5 7 BOT Ak e 92 9w
TSR % Wa 0 B INORG W L 4R SRR IRYT T R . Bl

H AML 4 T8t 4% 2 ks AL 15 1 09 4% 2 43§ 1)
YW I, 45 & 5 AR IS 8L 2 fE B T 43 J2 AL
AT 52 56 7 AR 35 N7 ARG 20 AR TR 9T BB AR L [ AML A&
H AT MBS AEAL AE AL, AML R E 19T 8% il
IERUREEINE S e

S & k-

[1] Dohner H, Wei A H, Appelbaum F R, et al. Diagnosis
and management of AML in adults: 2022 recommenda-
tions from an international expert panel on behalf of the
ELNL[J]. Blood, 2022, 140(12): 1345-1377.

[2] NCCN Ilfi PREBEAR i« S PEBEYE R (2024, V2)[Z].

[3] KhouryJ D, Solary E, Abla O, et al. The 5th edition of
the World Health Organization classification of haema-
tolymphoid tumours: myeloid and histiocytic/dendritic
neoplasms[J]. Leukemia, 2022, 36(7): 1703-1719.

[4] Arber D A, Orazi A, Hasserjian R, et al. The 2016 re-
vision to the World Health Organization classification of
myeloid neoplasms and acute leukemia [ J]. Blood,
2016, 127(20): 2391-2405.

[5] Dohner H, Estey E, Grimwade D, et al. Diagnosis and
management of AML in adults: 2017 ELN recommen-
dations from an international expert panel[J]. Blood,
2017, 129(4) . 424-447.

(6] e 2 ox MW = 70 < 1 I Itk LR A 4. T IR
ACPERE R LR I 20 R AR 40 M R D 297 98 B
O2VAFROLT]. AR M A 2% 78, 2021, 42(8): 617-
623.

(7] AR 2 o MW o4 0 23 IR itk U A 2. A 21
i ENENIRIE I RERR R v NS HIIR PR N R =g
(2023 4FJRO[T]. e I 24 A4 75 2023, 44(9) . 705-
712.

[8] Slovak M L., Kopecky K J, Cassileth P A, et al. Karyo-
typic analysis predicts outcome of preremission and pos-
tremission therapy in adult acute myeloid leukemia: a
Southwest Oncology Group/Eastern Cooperative Oncol-
ogy Group Study[J]. Blood, 2000, 96(13): 4075-4083.

(9] wWEEZ My LR Wy, SR A
9o /N B B 0 R N0 55 0 R e 1 b B R R R R (2021 4R
RO, A 2 44, 2021, 42(11) ; 889-897.

[10] Appelbaum F R, Gundacker H, Head D R, et al. Age
and acute myeloid leukemia[ J]. Blood. 2006, 107(9):
3481-3485.

[11] Fernandez HF, Sun Z X, Yao X P, et al. Anthracycline
dose intensification in acute myeloid leukemial J]. N En-
gl J Med, 2009, 361(13): 1249-1259.

[12] Ohtake S, Miyawaki S, Fujita H, et al. Randomized

study of induction therapy comparing standard-dose ida-



[13]

[14]

[15]

[16]

[17]

[18]

[19]

[20]

[21]

[22]

B B

2025 4F%E 8 %% 1 BACHU MEDICAL JOURNAL, 2025, Vol. 8, No. 1

10 -

rubicin with high-dose daunorubicin in adult patients
with previously untreated acute myeloid leukemia: the
JALSG AML201 Study[J]. Blood, 2011, 117 (8):
2358-2365.

Stone R M, Mandrekar S J, Sanford B L, et al.
Midostaurin plus chemotherapy for acute myeloid leuke-
mia with a FLT3 mutation[J]. N Engl J] Med. 2017,
377(5): 454-464.

Erba H P, Montesinos P, Kim H J, et al. Quizartinib
plus chemotherapy in newly diagnosed patients with
FLT3-internal-tandem-duplication-positive acute myeloid
leukaemia (QuANTUM-First): a randomised, double-
blind, placebo-controlled, phase 3 trial [ ] ].
2023, 401(10388): 1571-1583.

Stein E M, DiNardo C D, Fathi A T, et al. Ivosidenib

Lancet,

or enasidenib combined with intensive chemotherapy in
patients with newly diagnosed AML: a phase 1 study
[JJ. Blood, 2021, 137(13): 1792-1803.

Mayer R J, Davis R B, Schiffer C A, et al. Intensive
postremission chemotherapy in adults with acute mye-
loid leukemia. Cancer and Leukemia Group B[J]. N En-
gl ] Med, 1994, 331(14): 896-903.

Bloomfield C D, Lawrence D, Byrd J C, et al. Frequen-
cy of prolonged remission duration after high-dose cyt-
arabine intensification in acute myeloid leukemia varies
by cytogenetic subtype[]J]. Cancer Res, 1998, 58(18):
4173-4179.

Koreth J, Schlenk R, Kopecky K J, et al. Allogeneic
stem cell transplantation for acute myeloid leukemia in
first complete remission: systematic review and meta-a-
nalysis of prospective clinical trials[J]. JAMA, 2009,
301(22): 2349-2361.

Burnett A K, Russell N H, Hills R K, et al. Optimiza-
tion of chemotherapy for younger patients with acute
myeloid leukemia: results of the medical research coun-
cil AML15 trial[J]. J Clin Oncol, 2013, 31(27): 3360-
3368.

Huls G, Chitu D A, Havelange V. et al. Azacitidine
maintenance after intensive chemotherapy improves DFS
in older AML patients [J]. Blood, 2019, 133 (13):
1457-1464.

Wei A H, Déhner H, Pocock C, et al. Oral azacitidine
maintenance therapy for acute myeloid leukemia in first
remission[ J]. N Engl J Med, 2020, 383(26): 2526-
2537.

Burchert A, Bug G, Fritz L. V, et al. Sorafenib mainte-
nance after allogeneic hematopoietic stem cell transplan-
tation for acute myeloid leukemia with FLT3-internal

tandem duplication mutation (SORMAIN) [J]. J Clin

(23]

[24]

[25]

[26]

[27]

(28]

[29]

[30]

[31]

[32]

[33]

Oncol, 2020, 38(26): 2993-3002.

Xuan L, Wang Y. Huang F, et al. Sorafenib mainte-
nance in patients with FLT3-ITD acute myeloid leukae-
mia undergoing allogeneic haematopoietic stem-cell
transplantation: an open-label, multicentre, randomised
phase 3 trial[J]. Lancet Oncol, 2020, 21(9): 1201-
1212.

DiNardo C D, Jonas B A, Pullarkat V, et al. Azaciti-
dine and venetoclax in previously untreated acute mye-
loid leukemia[J]. N Engl J Med, 2020, 383(7): 617-
629.

DiNardo C D, Pratz K, Pullarkat V, et al. Venetoclax
combined with decitabine or azacitidine in treatment-
naive, elderly patients with acute myeloid leukemial ] ].
Blood, 2019, 133(1): 7-17.

Dombret H, Seymour J F, Butrym A, et al. Interna-
tional phase 3 study of azacitidine vs conventional care
regimens in older patients with newly diagnosed AML
with >30% blasts[J]. Blood, 2015, 126(3): 291-299.
Fenaux P, Mufti G J, Hellstrom-Lindberg E, et al.
Azacitidine prolongs overall survival compared with con-
ventional care regimens in elderly patients with low bone
marrow blast count acute myeloid leukemial J]. J Clin
Oncol, 2010, 28(4): 562-569.

Kantarjian H M, Thomas X G, Dmoszynska A, et al.
Multicenter, randomized, open-label, phase [l trial of
decitabine versus patient choice, with physician advice,
of either supportive care or low-dose cytarabine for the
treatment of older patients with newly diagnosed acute
myeloid leukemia[J]. J Clin Oncol, 2012, 30 (21);:
2670-2677.

Qian SX, LiJ Y, Tian T, et al. Effect of low-dose cyt-
arabine and aclarubicin in combination with granulocyte
colony-stimulating factor priming (CAG regimen) on
the outcome of elderly patients with acute myeloid leu-
kemial[J]. Leuk Res, 2007, 31(10): 1383-1388.

LiJ Y, Chen Y Y, Zhu Y, et al. Efficacy and safety of
decitabine in combination with G-CSF, low-dose cytara-
bine and aclarubicin in newly diagnosed elderly patients
with acute myeloid leukemial J]. Oncotarget, 2015, 6
(8): 6448-6458.

Montesinos P, Recher C, Vives S, et al. Ivosidenib and
azacitidine in IDH1-mutated acute myeloid leukemial J].
N Engl J Med, 2022, 386(16): 1519-1531.

Daver N, Perl A E, Maly J, et al. Venetoclax plus gil-
teritinib for FLT3-mutated relapsed/refractory acute
myeloid leukemia[J]. J Clin Oncol, 2022, 40 (35);
4048-4059.

Wang E S, Montesinos P, Minden M D, et al. Phase 3



MABE2E 2025 4F%8 S &% 1 BACHU MEDICAL JOURNAL, 2025, Vol. 8, No. 1

[34]

[35]

[36]

[37]

[38]

[39]

[40]

[41]

trial of gilteritinib plus azacitidine vs azacitidine for new-
ly diagnosed FLT3mut+ AML ineligible for intensive
chemotherapy[ J]. Blood, 2022, 140(17): 1845-1857.
Cornelissen J J, Blaise D. Hematopoietic stem cell
transplantation for patients with AML in first complete
remission[J]. Blood, 2016, 127(1): 62-70.

Kekre N, Kim H T, Thanarajasingam G. et al. Efficacy
of immune suppression tapering in treating relapse after
reduced intensity allogeneic stem cell transplantation
[J]. Haematologica, 2015, 100(9): 1222-1227.
Schmid C, Labopin M, Schaap N. et al. Long-term re-
sults and GvHD after prophylactic and preemptive donor
lymphocyte infusion after allogeneic stem cell transplan-
tation for acute leukemia[ J]. Bone Marrow Transplant,
2022, 57(2): 215-223.

Perl A E, Larson R A, Podoltsev N A, et al. Follow-up
of patients with R/R FLT3-mutation-positive AML
treated with gilteritinib in the phase 3 ADMIRAL trial
[J]. Blood, 2022, 139(23): 3366-3375.

Perl A E, Martinelli G, Cortes ] E, et al. Gilteritinib or
chemotherapy for relapsed or refractory FLT3-mutated
AMLI[J]. N Engl ] Med, 2019, 381(18): 1728-1740.
Dohner H, Weber D, Krzykalla J, et al. Midostaurin
plus intensive chemotherapy for younger and older pa-
tients with AML and FLT3 internal tandem duplications
[J]. Blood Adv, 2022, 6(18): 5345-5355.

Wang J X, Jiang B, LiJ, et al. Gilteritinib versus sal-
vage chemotherapy for relapsed/refractory FLT3-muta-
ted acute myeloid leukemia: a phase 3, randomized,
multicenter, open-label trial in Asial J]. Blood. 2021,
138(Supplement 1) 695.

Roboz G J, DiNardo C D, Stein E M, et al. Ivosidenib
induces deep durable remissions in patients with newly
diagnosed IDHI1-mutant acute myeloid leukemia [ ] ].
Blood, 2020, 135(7) . 463-471.

[42]

[43]

[44]

[46]

o 11

Stein E M, DiNardo C D, Pollyea D A, et al. Enasi-
denib in mutant IDH2 relapsed or refractory acute mye-
loid leukemial[J]. Blood, 2017, 130(6);: 722-731.
DiNardo C D, Montesinos P, Schuh A C, et al. Out-
comes for patients with late-stage mutant-IDH2 (m
IDH2) relapsed/refractory acute myeloid leukemia (R/
R AML) treated with enasidenib vs other lower-intensi-
ty therapies in the randomized, phase 3 IDHentify trial
[J]. Blood, 2021, 138(Supplement 1): 1243.

Souers A J, Leverson ] D, Boghaert E R, et al. ABT-
199, a potent and selective BCL-2 inhibitor, achieves
antitumor activity while sparing platelets[J]. Nat Med,
2013, 19(2):202-208.

Leverson ] D, Sampath D, Souers A J, et al. Found in
translation: how preclinical research is guiding the clini-
cal development of the BCL2-selective inhibitor veneto-
clax[J]. Cancer Discov, 2017, 7(12): 1376-1393.
HEIGR MR =S AR T XK B &, B %, T,
S A% s hn IR YT L LV I PR N 4 S RO (2021
EROLI]. AR, W, 2021, 30(12): 710-718.

[47] Wei A H, Strickland S A Jr, HouJ Z. et al. Venetoclax

(48]

[49]

combined with low-dose cytarabine for previously un-
treated patients with acute myeloid leukemia: results
from a phase ib/ Il study[J]. J Clin Oncol, 2019, 37
(15): 1277-1284.

Aldoss I, Pullarkat V, Stein A S. Venetoclax-containing
regimens in acute myeloid leukemia[J]. Ther Adv He-
matol, 2021, 12 2040620720986646.

Marvin-Peek J, Savani B N, Olalekan O O, et al. Chal-
lenges and advances in chimeric antigen receptor therapy
for acute myeloid leukemial J]. Cancers (Basel), 2022,
14(3): 497.

[/ R84  2023-08-14



