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Abstract

Acute Myeloid Leukemia (AML) is a type of clonal hematological malignancies originating from he-
matopoietic stem cells. At present, the diagnosis and classification, treatment selection and progno-
sis assessment of AML patients have entered the era of molecular biology. With the development
and application of new molecular biology technologies such as second-generation sequencing, we
have a more comprehensive and in-depth understanding of AML patients. AML patients are highly
heterogeneous and have a poor prognosis. For AML patients who cannot tolerate strong chemo-
therapy or relapse and are difficult to treat, the emergence of new treatment options such as tar-
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geted therapy and immunotherapy has brought hope to these patients. This article reviews the bi-
ological characteristics and treatment progress of adult AML patients.
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1. 5|8

SPERE R [ M5 (Acute Myeloid Leukemia, AML)JE —Ff LK 5 G0 v B VR0 , FORRIEAE T3 BE BF
STt B B AR B AL B, SECERUN IR, S BUE KAy i 40 ek A it 49 ) R A
AML A RAETARMERR BN, 5 M A RION 30.5%, TEZE, A, BEZFENTREN, 2
Wt s AL RS R 68 &, I =432 I AML B 2T FAEES S 55 B B B[1], 65 % LU R EFERIH
AL AEAEIH(OS)M 1975 A4 1979 41 8 AN B 3 2010 442 2014 1) 46 N H . A1, 65 % LI EE#H
(A A7 ZRAE [ — B A A H =i [2] [3]. Bk £, AT AML 3835 B4 s & 5 f o 1 A2 ) %
SERE R DL R RN B B AR VR TT I B TR E IR T, R TR AR B A AN R KU 4 35 A%
B, KRBT TS “3+ 77 BRUT TR, W EAMEH T EIBGTS %), BipRESZ 8k
I 2R AN LA BT T 3G N 5 BB TE RS B DI RE RS I B (4] [5]. AML BJVRYT ILE iT DUEE T R0 5 A S N 4
LI A% 52/ 53§ HE D SRR BEAT AR, SR 22 P TR 24 A B ) o7 VR AR A R IR R . AR SR A
AML B35 B AR 6T R T 2708 .

2. RA AML Y135 REERE
2.1. R AML ZApiB eSS

YIS AL 22 AT AML B3 UG 222 E 2 EENER, W TR M RE R ZUA
Af/bHI[6]. £ AML f, AIREBE AT B A NE R L. 1, UM AL AR Y R T RATT FlSe e
LI AR P AR AL AR, T B T RRATEEME AML B35 SR Fue R ARG K A
Pk, 55, Yeta A S OO IR B A SO R AR 2 R IS B[ 7] BERIE, AML s AR S
BN 55%~T8%, JLEMALTEH RN 77%~85%, HEHLZ T, %1 40%~50%1 AML 7 5 2 20 ff 35 £ 2 1E
(CN-AML), fHIX—2HAG 0 FE S R BR8] W FT B[O Gy (i i B S i R 2R 20 5 R A 08 I TS 2%
VIR, SERMEGL AR S0 2 A NSRS I TS A5 54, $eon APt S i 72 AL o B
HREAER10].

MRHE BT B A% LR, AML A H I 3 2255 0 P 2 st 4% 2 57 0 2 (85 21)(q225 q22), (155 17)(q22;
q12)F1 inv(16)(p13q22)/t(16; 16)(p13; q22), EAWE NN EA RIS KA H I, SEKFZEME AL
IR P2 RARE, W5 SO/ 7 SH ORI R, 5 SO KRB REE, P& 3 T4
EARKE R, W inv(3)(q21q26) 1 (35 3)(q21: q26)BUE A AL B SRR YT AN R RSIFI S R AR i
ERINAEDG, XU HONA RS A, SRR, &k, WHO AIEPRILIRSZEACC), HAf
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ICC BN A HLyps P HEE R, IF LD 73 S E0 0 R 1 7255008 A ok 4 IR 27 R 7~ AR AiF PR A
HAH[12] [13] [14].

2.2. A AML T4 45

RN T AL 51 AML SR 70 Z A Rei 2 MEF PP TS Rk, IEFk, /A F e
Bl R I 2 T HE A B SE 6 73 2 RS TE AR B4

Fr—REEE M (NGS)BA & —Figusk. HE5. #ERIRISEIG =7k, B NGS SiARKIERE, Eidxt
R AEDE R0, GEIRKIGIE, Bk Z R R AR S Fhr SR RE ok, JEIZRHTa#)
tHh AML 75 11846 7 S B M . B DN 20 2 B R AL A 2T 9T B, AMIL G f Bl 22 ik PR R A
Rl E, deimr=4 2 for 7oA. Hil, £ EPr B2 M AR4IESE, /£ AML B384, JUHE CN-AML
W EIUR A I BE R S 20 R FF . Papaemmanuil S5 i “ AR A T 5000 26 AML 35 LR R
K, ORI 95S%LA B E G IR RAE, T 10%0 E & SR 3 R UL B oA WL RAR
FERH FMS-FEfE R BR NS 3 (FLT3). A MR 1 (NPM1). DNA HIEEH LS 3A (DNMT3A), X 3
TS PRI R TRAR Z 2 15 A 3 RAR I 25%

FE DR P AR Bl (R RE RS 4 1 S s T X SR A 2 e U 2 (R IR K S [ 15] . 75—
RO ORI PRI T BRI ZRAE, A4S FLT3 (25%~30%H05 %), NPMI (25%~30% &5 %)
DNMT3A (25%~30% %) IDH1/2 (5%~15% 8 %)M TET2 (5%~15%E0 %), HAEEZH . Til)s
AR AT B S T B M A R W 2R G E(MDS). J5U K 1 AML A4k & 1% AML (sAML) 1) 58 7l i 9t
ASXL1. BCOR. EZH2. RUNXI. SF3B1. SRSF2. STAG2. U2AFI Bt ZRSR2 KA/ NN EAR
K[16]. e, ¥ MECOM %:(KI[17] [18]8; KAT6A::CREBBP ffi& 5 8 [ 191 HI B 5 & X 41 st &2
Ak B AR BRSBTS 2 R R R AR AR RO R R A

3. BRA AML 553857

T IS BAE S R (DUES MO FAR), S 225 PUENETT DA D> s BRI B 0 o B L
RISRAALY T T7 RADIRAZE “3 + 77 T35, JUENA YT AT B 75 e 71 BB L H (cytarabine, Ara-C)Jy3k
iFRVR T o

3.0. fERTT AR

AML B E HIERIRIT PSR T VPG R, X T2 Wy AML BIRGE 8,  H A A i sk
TBIT T RN B IR AL 25 A SR 4% % (Idarubicin, IDA). F40%F & (Daunorubicin, DNR). KITHEE
(Mitoxantrone, MIT)BE A ARUEFI B ) Ara-C 4L “3 + 77 LJ7 5 %[20], WFHTE, <60 8 EHKI5E
ER(CR)ZE AT IA 60%~80% [21], (EAE BT HRE > 75 H 8iFER <75 % HA I ™ H AR MR RS KIE
ARG RABFERN I E G “3+ 77 T H %R SWOG RIS HT T 1980 ELISKEERZ “3 + 77 R
TR E N — e R Z MR (CROFM CR1 B R G AR (A2 B R4 T8 [22], 4R E/R, OS £fH
THEFER . BT 40 4, 65 B LLUR B CR1 BRI A1 R 5 AR R HA et in, 3543 CR1
HRpa 2 4RI H e L) T A K 58%F i 5 96%, CR1 JGHT 2 FEE KMEE T, HEREEDES 1 FEK
HBE BN 32%4R 3 52%.

3.2. RBENTAR
AR, ARSREEE SIRIT 5 BB 2 N T — B R AR TE(R/R) AT AML i3 B 28 A3 B 5
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HIT I AF AML i35 . STAHL 5[ 23 i@ [E bR 2 A0 BRSSP, X 655 Bl 52 R e va 14 AML fE35 (1)
BITHHMT THETS, Hoh 57%M B3 R HLREIRTT, 43%0 88 R ERYT . 4RER, 1%
) EEILE CR, 5.3%HEFHEE CR AEATEMAEIKE(CRI). HTZFE AML EE SIENAEZE. SiEd.
BIREZ . i Z 2SRRI, BAAPMEIT IS 129 AML B8 1) CR 25441, (A%
£ AML B E BT R WEINTF R, R ERE 70 £ UL EMEE AML B, H 5 E4EERN 10%
FEAi[24], H PR EEAST 77 055 CAG FTRBTHEMRE + Fehims + R MaE &R 1) L
HAG 75 R(F =RAZER + BRI + R sE v A 1), 1995 4F, Yamada %5[25]% Jo4 Al
Fl CAG 7 &i677 18 il R/R AML %, CR N 83%. BEEZ IR, CAG i RAHFAE SR
J7 AML B3 1% W 2 i % (ORR)IE ] 40%~60%; HAG J7 R HIJT X 4F T CAG 5 %. CAG %2 HAl
B RNATT AML B3 107 %, 666 ROR KB A0, FEARAESR, XL CAG J7%, WM Z5YI(HMAS)
51 b P8 A YR BB FL AT AS B A CAG Refig il — DI T AE & by AML B8 97 2. IR Rl R
B — Pt = Bt R I PR A 78 s [26 | PEABVRER & CAG 7 SR H 8083 AML B R Thee, X
BT, FF HBEA R B Y

BRI S, EG0RIT T RAEARE S BT AML B3 AT O L, SR EIR, hirsd
FFHIOS)Ji . H BT SRR 2 ()24 AML B35 B T REGER AT, BORTEST AR 7% T 7 T A
SRALATT SRR IS, (EXS T AR AN BE I 32 s AT I AML BE HIRA R £ .

4. A AML &7 3ER
4.1. S FHBELRTT

4.1.1. XRENEY

DNA 54 AT LS BRI RIA T8 B e R R S R G0, b (e gk i iy R 2B . A%
RAZAA], RV F SRR, PRk, R REAYIT R R, EAI1RE%SH DNA FELER
BEITEPE, PR DNA HFIEAKSE, A RIEDUMBEER . Bhah, 25 F R4 25430 mT LA — S Jiuyg i i 2%
NEHFRIE, BEIEFMRNEKS2E[27].

16 21 ML), BV AHTIHET MDS 1 DNA KB L2590 (HMAs) B HL M T (AZA) B PG fih 752
(DAC) L K ILXT AML 2L, HMAs BZ57R77 I PUIMEE H, CR N 15%~20% [28] [29]. FE# X AML
TN IBAL LI TEHIRN , 25 AL 259 AZA T DAC K565 R R ASBEIR 52 5 AL ST I B & 4 AML
SRR FTIR YT IERE . (RAEDT S b, dRRRikR T AR AZA BUDAC BZRYT, HAL OS AUUIA ]
7.7 % 10.4 A~ A[29] [30]. HAET, HMAs 5487550 hi(Bel-2 1750 77 AW HEHE H T A8 & stk ALy 1 56
HI—T R, MEHE ATy 7RG ERIERE . fE— TGN 55 6] R/R AML 35 s 4H i 5t v,
DAC B E4EZs i hiifyr 10 KRG, CR PEMEAATEEKE(CRIVN 42%, HH 18%ikF| T IEAS LA M
WIRAS[31]. 7E—TFENL 22BN R 3 WIREGh, AZA INEiASINZESS 78 3 9T RO A AR R B35k,
TG LR (CR + CRi)A 66% (FHLE 28%), 47 OS 2 14.7 S H(AHEL 9.6 A~ H) [32].

EHULFRATAI R, KZHCEF AML B G ZE, &R 2, 2H A YI(AZA 5L DAC)
(1) S FAEAR 2 AR 52 5467 1 4E AML B 3RaE, IR TAE A i b7 1 HAth AML 88 PLK
R/R [f] AML &35 2 AL 25936 7 IR 25

4.1.2. Bel-2 SR HNFHIF
Bel-2 8 I ZE T WIR M0 M8 T2 iE i F R IE B C/ER, 4E 48 e hi(Venetoclax, VEN)&—Ff B 4f
bR TR 2 (Bel-2)f IR 5K /N o355, AT Bel-2 R T E E, I SEEUR4 i T
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[33], HAE AML FRH AR KEENIE. %25T 2018 423k FDA #itiEH Tz AML (>75
B EANE G AT IR [34], T 2020 4 12 AEEWN S TR A E G572 F AML B #,
g2 v [ o —— AR Bel-2 4017, Bk, Bel-2 CHIE A 2 540 7 25 T A48 & (1 0095 £ 40 i A0
FELAH R AR A7 B T [35]

— T4 HT LA T AE PR IIUE ST( “FLAG-Ida” il VEN, “CLIA” Jil VEN)HFE5H S 5 AR MMES
SEALIT (IC)IMJE VEN YRIT HIVCHED ) SE BB IS5 3, Za iR, 5 1C BAEIT M, 1C + VEN 8T IH
T/NER B W kE(MRD) B & & CR (CR + CR FE#B 4 L % VK B (CRh) + CRi)ZF A i = (MRD 7] ¥4 &
Ho 86% vs 61%, p=0.0028), ZEfifEH FREL S| TAH MR AE(SCT) AR 1 B 2 LU R B 51(79% vs 57%, p
=0.012), IC+ VEN 41/ OS (KRiEE| vs 32 N H, p=0.13)4 IC BZGH B K[36]. HABHFFAE<60 5 HIH
ZWr AML 8590 VEN 5 “3+ 77 BCEIRTT, KA “3+7” I VEN 20 CR + CRi 4 91%, “3+7”7
B VEN 4 ARIE B AL OS (12 S AR 97%) [37] [38]. AMATT 5, XEEHFFSCEE VEN 5 IC BEA1E
WER, X OTEEE X VEN SUgtE 8 nft 2845 (NPM 1. IDH1. IDH2)f) AML 545 %4[39]. VEN
TR DR 2L 2 (BN A3 4 s A% 22 A NPMIL A IDH2 2878) th 5 1l R A I (0 22 i M 5%

R, BRATATED, HEFVE Bel-2 /Ny 7435 VEN B8R RIIE A oAb ALy 2459035 6o H Bt 47 e
WEPE, E P O&HHE VEN BCA HMAs (ARG &SI 2 4F AML B 1 —23677, $8W Bel-2 /My
THHEIF AR T EG TR KR, N AML VGITIFRE T — &0 &4

4.1.3. FLT3 335

FMS FEE R 3 (FLT3) AR AEAEL) 30% #1120 AML &35, e W RAZILH 2 —,
FLT3 J&fi TYfk 13q12 R ERERE FLT3 MRIAS~Y, BT I B2 BB K % . FLT3 7&
AML H 24 P HS I5C S i (TTD) AN 2 R 0l 45 14 18 TK D) R AR i 8 sl 4 e e B0, Herh FLT3-ITD
RAF BEBNH Wy SR N 10%~25%, FLT3-TKD KA K ALE 5%~10%[H) £ # H1[40] [41]. {H FLT3-ITD
RAN BE A s AT, SEERARMEZMIGIRGRAHRL, BEESHFERMEBKRED 1
(NPM1)FEAF | 254 FE [R] LE 2R A% (<0.05 ) X6 b v 47 2 (R L 2. (>0.5) Rl ITD 4 A Az o5 A2 B AH 5 [42] 0 TE L
B2 1C 187 W B3 v, FLT3-ITD 5 2R 7 4L ) (DOR)ZE 565 Al OS SBALAH ¢ [43], 17 FLT3-TKD 4%}
SR TS S0 AN B A [41] [44].

Wt %45 % FLT3 #4170 60 1B, FLT3 781 AML B# 1 OS IF/E . 78 B45 FLT3 5545(% AML
MR AR EFE T, £ FLT3 MflH R h e FKZ R E 5 IC BB IRYT, 2017 4F FDA kK
WZ IR 1C BEATRIT Hi2 i FLT3 R4 AML. #—4X FLT3 $il77)@ & B A 20 AR 7, Hda
S e MEILE B,

T 3 & JE (gilteritinib) 2 5 A% FLT3 #0177, BEA Suk#ErtEmeiEt:, b, gilteritinib ZME— FDA
fIkitE T B A FLT3 KAL) R/R AML FL21) FLT3 #Ii]57[45], ADMIRAL #f 5 & — ifE#5Z gilteritinib
AN ST R/R AML Al FLT3 2878 g% th 34716 T JHBENLX RS, 06 EL A 1 #.24 gilteritinib 51k
J7 X FLT3 RAF R/R AML S35 720, 371 Bl 4% 211 BN EC N gilteritinib ZHFI{LIT 4L, 25 R4
BERHAL OS 4058 9.3 F1 5.6 AN H, TEHAFAEAEIAEFS) 4l 2.8 #10.7 A~ H, CR/CRh 4344 34%
F115.3%, gilteritinib 21/ CR M 5 & TALIT4(21.1% vs 10.5%) [46], 1% gilteritinib Y F 1) F A7
0S N 93 MH, MEEZMRAITHEZ RN 5.6 NH . TR HAREH W FGH T4, gilteritinib 41
CR/CRh %N 48.5% 5. & TALIT 4L 13.3% [47]. Z4L# JE(Quizatinib) & 5 —F 55 — 48 FLT3 44151,
X} FLT3-1TD H A 1 B Pk B P AN s e 4 i) 5 7% , AT 7E R/R FLT3 SRAZT AML A SEIR 2 BE S R [48]
[49] [50], B4R 45 19— 00T 5 45 5 278 Quizatinib + IC 405 IC #2540 A EL OS B3%(th A7 OS 31.9 vs 15.1
A, p=0.0324)[51].
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4.1.4. IDH ZEFEHNHIFI

IDHI1 B¢ IDH2 RAFA] LLTE KT 20%01) AML J 1 145 2 45 58, IDH1 F1 IDH2 RAF [ 25 5002 733l
7%~14%F1 8%~19%. H1%84F IDH [AFH#Y(IDH1 R132. IDH2 R140 Al IDH2 R172)7= 4 KA Wy 2- 523
1% ZHR(2-HG)#H TET2, T3 AR B RS A 73 A BHIT[52] . IDHI/IDH2 ZEAS T 5 2 S A
SEATEAE, LU R IDH2 AR S A )45 RAROG, T IDHI RAR N S 808 2 (45 5 [53] [54]

) 53 A8 7Y IDHI #0417 32 AR JE A (ivosidenib) 1 IDH2 #1177 28 75 #b°F (enasidenib) fe Ak 3 vHE 76 A i
& IC MEZFEEEY, {F4 R/RIDH KR AML 8Ufri2 W IDH R AML 257697 . 9{E AR —2
Yofdi FIET,  TDH 0] 77) 5 35000 2 2 BBE I R] RS 19 20 E P 2, S 8U2A CR (CR + CRi + CRp
8 CR + CRh)ZRJLH A 21%% 42.4%, H47 OS JulHh 8.8 & 12.6 M H[55] [56] [57] [58]. XF Tk & k& 55
FERAREMN 2 T HAMs Y897 I35, ivosidenib IEPRYT ROR 2%, UE 4 KAX 25 (ESE [ 251K IR 9T 52 31k
KL W EAL[S9]. X IDHI RAEH) AML, 1€ 1b BRI A HF 700 ivosidenib, %414 32 M K4, 12
A A CR + CRh F4 69.6%, OS N 82% (RiEH|H {7 OS) [60]. 1% )7 F 0z AL S FEREAL 1T 356
AGILE 3 2ESE, ZFARNA T 146 BIAES IC K2 IDHI 278 AML #3%, 5 AZA Izt
YIAAEL, AZA Il ivosidenib [ EFS (XU EE 0.33, p=0.002). CR + CRh #(53% vs 18%, p < 0.001)1 OS
(P2 0S 24 vs 7.9 N H, p=0.000)¥H fiité[61]. £ IDH2 245K AML , 7 Ib W57 & 8/BEH L1k
1T 0 7 HF VR4l 7 AZA Tl enasidenib FI414, H HERHAA 4K CR + CRi + CRp LLRAXT T AZA
MIETT 5 (63%%T 30%, p=0.0019) [62]. — T 3 HAEERHLIAGE 7R, enasidenib B3 | CR Z&FN4 i
TR, R OS MBGERURHAE#E[63], FIEWAHIHTRY, enasidenib 7 IDH2-R172 45 53 & Fp B
BRRIT 8[64].

4.1.5. TP53 ZEZ5 D&

TP53 J [K 2848 il & HH 988 1) PS3 2R 11, P53 FE[R /2 ARl R, nl o0 A Bp A BRI AR A, 8%
51 ) TPS3 A8 A S5 7 355 R 6 (>40%) B R AL T I AR A BB N[ 651 Seilt AR Fo 30 2 B0, ot @&
RIEWi~ sAML BURIEHMI T4, TP53 RALKIAEFERBINA R R [66]. #ATM, TP53 RAEM AML
TERAZIAY P T I G RN AR S5 45 (6 B R (VAF) T AR AE S o 1k, el i) — A 435 L, 7€ TP53 RAZ
B AML ¥, TRH ps3 AR, 5B NEAK VAF KEE WG Eif[67]. &I, RIEERE
52 SR 40 MRS A (alloHSCT) K 4 v, B R R AR &, AL OS il % 5 AR AE J5 A2 6 4 H [68],
B AR 53T B4 ] Pk AF 9, 3X AT BEBE K [69]. Eprenetapopt (APR-246)/& — R 4 (/N> 7254, wlik$bk
755 TP53 RASHIFBANM T2, 78 AML B35 AT P AAEIE N A 70]. 76 1 30 1 IR B 95,
i Eprenetapopt + AZA JA¥7 TP53 45 AML B3, LN 18 B, 4558 IR Eprenetapopt B A
AZA BT BARER CR R [71], BT EW, £ allo-HSCT 47 5 )& Eprenetapopt Bk & AZA ]
WETTE, AT TP53 S48 AML 58 MDS £3 fAEfE ZE K [72].

4.1.6. Hedgehog & B3N

F&HIL 5 A7 (glasdegib) /& —Fh LR 1) Hedgehog 18 B #1171, 2 ME—3R4LH T AML ¥R 97 SMO #t
71,2018 “E4% FDA #EHEFH TVRI7 2 1 75 % e LA B T4 R0 i Ty Al & i fE 75 3467 1) AML
BH[73], (RS RE T TSR R BT . /£ —T0 2 W, BENL. TR 2 oo IR R
(NCT01546038)1, %f T AN & #4047 1) AML B35 KU & B8 59 A4E 7 H 27 5 IE(HR-MDS) 8 %, 5115
H [T (LDAC)H H LU, glasdegib 55 LDAC BXH (1) HH Az OS B35 18K (8.8 M vs 4.9, HR = 0.51,
p = 0.0004) [74]. fE&IT 1) — T 5E 1, glasdegib S AL ZY) AZA BAARIT VA H) AML #1 HR-MDS
B, ORR 437N 30.0%F1 33.3%, HAL OS 2358 9.2 AN A 15.8 NH[75].
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4.2. FFBEEZS

4.2.1. it CD33 Hitk

CD33 H[{EZ) 90%M1] AML 3 AR 3T RIA, KON AR CD33 5o B b 148 5
[76]. 7 ZEkHH(Gemtuzumab Ozogamicin, GO)& —FE B~ &1 82 F I NI TT CD33 1) 1gG4 Hra Bt
A, T 2017 FERUGRAL, TEE S AT B H TR IA CD33 1) AML % . ALFA-0701 B LISk
GO BtE “3+77 TR UAEEE a4 b fal AML B3 GRS [77]. SR KiE—5 08 8o, GO
) EFS #1 OS 3Kt f¥ fR T BA WG 544 2 RN 85, W FLT3-TKD. FLT3-ITD. KRAS. NRAS. JAK2
A1 PTPN 11, XUEZRAFH E GO ¥E x5 CD33 MIRIABEINAHIS[78]. Ak, 7E ELN 2017 JEA R XU AML
W, 1E IC NI GO & — A ER K. Bh4b, Hills &I F S5 2 MTIESE, BAH R R AZ 045
T A M B (ED ¢ [8s 2118  inv [16])UER] T ¥ GO IS EFE A G aikl: fEMA GO FItEH T, M
23 5 4 0S M 55%I =2 78%, $Em T 20%LL 1[79].

4.2.2. i1 CD47 ik

CD47 Z—MgFfEr, Bid5 B FicAk SIRPa AHEAE MG ERIEH, 2 <R
B FEESIEA80]. EfEEM P IRIETIER(E S, CD47 £ AML A0 B fE i o K s R
SGEIPLHEI81], (HH &KIZ AML HIIA RFER R . S&H] B 4i(Magrolimab) (5F9)& —MHIr CD47 15
ST UA, Magrolimab JEIL IR CD47/SIRPa 415 AZA TEAK Py FA SN =6 B R 0 A /6, T
AEEIE AZA 5 S0 AT B WSS IAS R B 1 EEAR DG —TRE LR W, Magrolimab Bt & AZA 7ER3E &6tk
57T B2 AML B REFI 21, HEZME T m([82]. £ 1b AP T Magrolimab 5
AZA IBERTT, RIS T AES 1IC FIH2H AML % = 52), 1ZH4E % TPS3 RAF AML
(65%[1 i E5), £ TP53 RAZEFEH, CR+CRi ZFH 67%, H470S K 129 MH, FFE L HIA83].

4.2.3. it CD123 ik

CDI123 J&—FPdtiffa R 13244, 7£2 Pl g iR g fa iz it 0k, JEHRAE A s T4 f(LSCs)
5 FLT3-ITD 5 NPM1 R4/ AML #4fiffufatk, B4 FLT3-ITD 5 NPM1 R[] AML 4if CD123 /K
WETHR[84]. CD123 I FRIX S5 LE AML HmfERRRHEA IS, CD123 /Ey—Fh B R A VbR &
Y1, £ R/R AML H B ABAERNFE R AER[85]. V2 IRIKATRIEH T 1 %M CD123 $iufk, 41 CD123 #t
JK[86] [87]1LA S B H-CD123 filt & Bk [88], fR % Bk Hi(Flotetuzumab) & ¥E 1] CD123 #ll CD3 XUE KA1 /)
HALFPLAR . — I VI AR 74k % T Flotetuzumab 7E R/R AML % H ) CR/CRh/CRi %4 30%, 12 1~H
0S N 75% [89].

43. TEMEZE T HHE(CAR-T);ATT

A PUR ZARME M T 4188 (Chimeric Antigen Receptor T cell, CAR-T)J77 A& — FANMAAL I S 7 2%,
BTSSR H S e dn i, RS RS B A RE 7, T8 A 3 2 IR e 5 T VR VR T I R
BIIHESD T, CAR-T A 7% CfE 4> R/R AML B g AT 1538 7 N . CAR-T 4i0iAI7 4 T AML
BE AT RE S — A E IR T AITRB 2 R 079, CDI123 J&—Fh7E AML 20 AIAL)T i 24 1 19 40 g b
RIS RIG PURFRCY), L9, H CD123 CAR-T 1GJT AEUS MR AML 41 fig[90], #[\ CD123 1Y
FLH gmf CAR-T 4 = Z2ET X AML 40f, %F 1B % 4 BA rT i 52 (8 PE[91]. R CART MG ITIE
FELLPR TR BT R AR T AT EAN [F A (V69T 2 e A RIE S 2 T I AEE Pk, CART
SHILYR ST (R IE I VEANST RS [F) 2R B (R hE h A AE 72 e, T 22— B Wt Fu il e S ARV T 3RS, JUHAE B
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R, BT

AN BAEMR Y, CAR-T 4RI 8097 2L, 15 CAR-T X AML KGRI M EIARMIE, 1Ah, CAR-T
AR S BE [ AL 2SS 250 AML B BRI AI[92] (93], {H/2 CART 4HAIAYT AT RE 51 ek
SSATEIVERT, i i K 5 BEER B AE(CRS) IR 2 RGERIVEHI(NEC), B2 FATIELETF AH 1 75 1K B
fIRIZ LA RS R o

4.4. B TF4HEEFEHSCT)

G T A SML R IE, BEE G T4 RHSO) I RAWIRN, DL BHERR K 5% %2 7
MR, &R EEHSCT)HAH M s, CiBPRKER—MRNTBNGITIRR. TR
M40 i A% 1 (alloHSCT)£E [ L5 FRVE YT e G 2R, X — M O R EFIESE[94], BIRZ R
JTOAME 7 AML B AR, (X PR F 25 R T 95 S AR A B AR A st 1% 252 0 8 2%,
BEAR, KT AL AT AR AR B R R ) B, ME— VAR IRVR T SR IS 2 (alloHSCT) . #2 =B KA
HAR 3G 9 7 1R ARG [P AR HSCT M4ERFGYT, — MR UL, alloHSCT #E#E H Tl vh 52 & KBS 35%)
B, B R KB B, R R RN B R (MRDY S LT, T AR AT RF2E MRD
MAATE S ZE TS AH DG, MRD ¥ 2] HSCT f 88 RR AT e 2% FEIE BE R 15 7 58, S e M) i 7 112 i
Wb, LAK HSCT Ja Il R 4R [95] [96] [97]. ARIEFEHE AT MRD FHPEAS 1 FIZE T2 XS L T AML
W AR(FLT3-ITD AR AML 1] 4 SE R <30% [97] [98], (ERZOEEE T AML (1) 4 SER AR >
60%) [99], HBFHZEAT HIREEE X CR[100], PAKIELERTL R MRD F2FE.

5. R EmAL(MRD)EMZERRA AML FHIR

TERE B4, AT AML BRETEAEYD = AR &, s 7 7l T B 58 7
PRSP, R T2 K P 2 5 B 508 (MIRD) A N A ] AR VP At o MIRD PPA A2 4 — 2 e FE BRURR A 52 56 = 4
K, RV EE DB A MR, REEZETEIE 0.1%% 0.01%MEHE N . 2R,
J7 G AR MRD 58 R XEEHINAT OS 3 ZEAHZE[101], MRD A&l 7] 2% [& I -T5 S 677 Ja Al/ak
alloHSCT R sl XK 73 )= [102] [103]. FEAS R bR AE A ALy 7 5, s im AR &, =%
Z [ CR B3 MRD NFAM:[104] [105], B R BIET KT FFR[106]. 2811, MRD B I A KB AML
SHARAIARER, MRD &5 5 R 7ERE U R A SR 1 1 5 N IEAT il Re, 5183 MRD VP E 2, HAr
¥ MRD VPN GEAEVEN 1, H R RR 05 W9 26 73 K55 3R 7 CR. CRi Al CRh JE5% 8 MRD
(CRMRD. CRiMRD-f1 CRhMRD)Z ], 1E4 CR & MHfElr. fEaRfu iy MR EEIRYT 5, A
HEAAS MITE TS S R MR B L T 2 7 MRD BAPEMI TS ME[106] [107]. MRD ARASAVE R TG br EXIH
WECE BT, ZT5ER, AML [ CR B3 1) MRD PV i A8G)7, DB eE ). 2
MM, X — A A R T 78I PR 15 2HF 52

6. HIBERE

AML [iRI7 SUSEFE R K e, VR 2 A B0 EE [ 250 gttt JOF BB 2 2 IR Mo, R
I, ARFANIF B 43 TR AE AT TR e 8 2 s, HRde SRR 2R . TEZAERE Y, KRE
T S5 5 o TR 259 CEAR KA B RV 1 LS Ak A7 R FERE K 510, Ok 2 IIE 4 S Frsi b by
BB Iy TR R A ARSR AT 7 R B AL [107] [108] [109]. JEEEARK, =BTk, AR LA
5 VEN DLEE =R 258, XFAE G #AIT e W AML B3 DL R/R {H VEN #7633 AR, 2
TR WL I AR B Bt o TURIGE IR T B IEZE A, JEHETE NPM1 488k KMT2A HHEE
P8 menin #5071 09 F BASE RARE BRI 110] [111],
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