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Abstract

Acute myeloid leukemia (AML) is a malignant hematologic neoplasm characterized by prominent
infiltration of bone, blood, and other hematopoietic tissues. The incidence of the disease increases
sharply with advancing age. In elderly individuals, AML presents with a high burden of comorbidi-
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ties, poor performance status, and organ dysfunction factors that contribute to markedly low treat-
ment remission rates and frequent drug resistance. Although substantial progress has been made
in the diagnosis and management of AML in recent years, outcomes remain unfavorable in elderly
patients, who often harbor multiple underlying diseases and adverse prognostic mutations. Man-
agement of newly diagnosed AML in the elderly is exceptionally complex and demands specialized
expertise. To enhance the diagnostic and therapeutic capabilities for elderly AML patients and to
comprehensively understand the latest advances, this review summarizes standard treatment ap-
proaches, reviews the most recent diagnostic and therapeutic progress in newly diagnosed elderly
AML, and outlines future research directions.
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1. 7

SUMERE R A 195 (Acute Myeloid Leukemia, AML)JE —Fi LR RG0SR . LMK, RrokE. 1Y
FEVE G MM, 7 I DA S F A I 1 ZH R IR T DR B 3 R E K 2 BN B [1] . AML B0
EFH, TR N ZRAAWIINE, SEEE AML JGITHRWT EAL[2]. 20 5 A A
i RREIRESZE . ERE DI RE R X AR e JI S S5 R R, SECET AML XHLIT 2 1 52 M
ZE BIRGRERAG. BERMER3]. Ft, M2 e ol R O MURYIRTA T SR 23 o B 236 140
MR fE . $Em A fr R T EEN . MRS R AR R, YIRS SIRIT T R R an
“B+THE” B REUFER +7 KETFEHLR) [4][5]. B, 7M7) RN T2 BHNIBTT SRR
A NHIEN), 5 FEFRT 10%~15%, ¥aI7HCFREIEH KRR mE[6] [7]. Bk, EZFEE T,
BRRE FIATT 7 ZVT AR T 858 . BAAWR T S9T T ZAR BB RIER KRN FEIKT .
FAb, AR, BEE N PR, EF AML RIREHEE BT, BAZBHATUEIRZE, EXEF arkhE &
AR 2, R RT TR RESIN, S8 72085 MR RIEH R EZBR[8]. LRk &IH %
L) (RPN 2253 S SRR 1) ) FE 3K — R e N 1 8 FH R A 2650 v R0 I PR A D P B 5 e S

2. BETRITH
21, “3+7" BIFER

“B+77 FESE TG RAEH R 7 KA B i) K Dok — B2 2 EE R A IR
(AML) W EZE—2I0T7 7 %, B2 FRFEE AR NG IHE A RZERITI 2% A R P58
5, FEURIT IR BB 3G AL S AR AR A7 2 R AK[9]. BAL, 24 AML & 575 2497 (1C)
5 IBI6YT f5 30 RNFET: AT Re B sl ¢ o — T [m] PR A 75 20 A 4 2% s fr 6 S F R 250155 S V69T
E AML R GUR RS, XS R I 58 S5 T 07 R AR BT AT L . BRI T 1)
ZAE AML B, 3 4 UGS K 1) 2 4 B DIRePEIS 2R G 1E(I-MODSE), HY4 8 T 55 74
[10]. PETHEMA IR ALBAF, 40N\ 1999~2013 “FiZ Wi =60 % S E#E & H M (AML) &3, s ILgh N 387
A AML 5, X HEAETE(0S). M EAWERS). oA A7 (DFS) S5 45 Rk T /M [11]. WEFE&:
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RAF TR BT AT T A 2 SRR R B I B st OS Bk, AR AR, 54k, “3
+ 77 SRR J7 SRR AT G A K T A MRS LR R RN T R (H2 A AML S I8 TOVE
RAZIGIT TR, BUEIZE[12]. RETUREZE, HESCRHERTT MM B LE, 754705 AR 32
L RE AR BRI NIE & 58 7% AT T RIEE SERER A MR8, “3+77 WBIT)y
K H AT eI T Rk

2.2. [REAEEY

4 b RTRT B RN AR 7 SR A IE(MDS) K B 2 MI7E 2 AML B35 TRl s 7 28, I HL
BN TE & SR ST 24 AML B3 1S S06 T W £ (18] H G045 Bl L A3 VG A 52 76 P BOAIG P 4L
ZIMI(HMA)F T3697 248 AML, HE/RHE—ES7 2. —30 11 AT 70K 485 91 65 % 5L EHIHTZ i
SESVERE R O U R B AL T b PG AR SRR VR IT [14] . 5 SCRRMETR T AR L, Hh P AL ) R A R A
WA 7.7 ANH, TZRERIT N 5 AN - X SRR 2 5 B R (EMA) LA 7 A 52 F 3597 2 4F AML
B A, — IR FL(AZA-AML-001) 25 5 /R BT LR 1697 5 B I A A7 AR DG (R A1 2 10.4 vs
6.5 ™ H; P=0.06) [15]. {HJ&, FAHFFEEEHACH LW RZ90TT 5 RARFF SN R, Z2HEHSE
PiEmRase s, JE BAE R HMA JRI7 R 249 AML BB UG 3R 2, 1467 0S A 2 A H[16].

2.3. TR

2= si Rt BH3 B, W UL S ORIt BH3 gifdlat &, Ml HuiE T8 (R A
T A %A —FEPEE BCL-2 M55, it AR T & E BCL-2 K451, AML JiE
IHAHAN AML T-40H K T BCL-2 173%, (R IEH & TR T MCL-1. X N4k whife AML H
R FEHRAL T H . 7E 2020 4, [RI2A VIALE-A R34 N1 S I Z MR MRS RIER, FDA ftiE4e
FIPEEA HMA HT 75 % R UL B E#E LA E G B ST 7 Z MR E N —8I697 1 R[17]. %5k
IOAENIIA E SUPERE R 1 I 53 B Ase 1 B BT L EF VA 7 RO BT LR B & 4 S SRR YT, A RRR
By L B 4 2R SRR ST T RAFE I R AE R 3, AL AR R BB RS . CR e 425:(36.7% vs 17.9%;
P <0.001). B RIME AR  AH AL, BEE 1R TT 4B gL Rk A 20 I 25 1y T BT FL M B 2578 97 4 e dlT, %) VIALE-
A K IABE VI 7S, A F 29 I Fr S A A 3 TRl LM 2457697 [18] . B 1 X BRI PRI 78 2 4, B sk
T F R ILAAR S O SR T — L4 N RS HIIRIRSE R . 78 230 %24 AML B8 BUE NE G5 S
777 R AML B, 252 HMA + 4E5R Sohifby7 7 28U OOR A 72%, #RTfi4%52 HMA HlG
J7 RN 46% [19]. FE—I0 11 SRR, 211 ) B L4 2 4k 58 Bk & LDAC JRJTEL LDAC B&
LRIFNEIT[20]. BEFRAFERIRALAERS R 76 2, HilBd —PrBEER N 75 2. e 12 MHJE, %
Fynhi A A AL T LDAC SRS . CR W . /£ AML AHCEER A KA, IR H4Ess
SORITE IDH A B SRS R A MR 3R 25 5E 2 . iR s hi s LDAC H Al &4 FDA it T 75 5 K& LA
MR R S R B ANE A RS ST T R B I —RIRT . HATMRENY HMA BG4
TR LA S LDAC BXA 48 2% 5 v 7 R0 TT ORI HL AL A 4h, — TN B AL, 4 2% o h A s b e Vi€ (CLAD)/
BT b B (LDAC)BE A FH 4 45 se b fll 5-AZA B IRIT Z4E(60 % DL 1) EGHTi2 Wi it Sk i s 28 35 (R
BAS T A NBHERIT ZM AT, 60 L4207 B E A 56 4 RIV.(ORR: 93%), 84%I1)HE#
f AT B A A0 A (MRD) S B [21] -

TELAE S e PSR VR T T frh, RRIESW L EZ IR ZAH A, . 4 wihS Gemtuzumab
ozogamicin. 4EZ su i S 25 (FLT3 #3852 A K RS2 ARSI R0 7))« 453 so b it dis
1597 259 (PD-1/PD-L1 ##7). CTLA-4 ##5). CAR-T 4UMIiAIT 5. hW &7 BB EREEMRIF
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o3 SR AT (OS)MIC A AEAF(EFS) s SRRAERFSE 70 T WA (1 Db R RONE 389 55 08 1 200 8 2 o o 114 s
BEiBFRAEST -
2.4. CPX-351

CPX-351 & — Sl i H 1 AN 52 4185 2% DA 2 B /K b (5: 1) 2H g Mg o A4k il 71 [22] - CPX-351 Hh g3
FIEER “7+37 F ST ZHRREERIMIE, {2 CPX-351 feFAKTEZ 2 ah 1% dEferth RIZ54)
ELfsil . S 1 DA R o/ 25 W B T AR A 2 AR [23] 0 JEAESR, iR 2GR 4k R Mk Sk S R A I o AR
(1 Sk S AR A, A P RIS W 4k R M SR R 1 I R KR YT [22] . CPX-351 # kit &t T — 0
SEEMERENL. 1 BRI . ZIGIES T CPX-351 B ME T HiZ Wi mE & sSAML Z4E B H I HUS[3]-
— A 309 7 B E NALZRE, 4558 CPX-351 AL P i A A7 1(9.56 ) EEMT “3+ 77 fyriy
ZH(5.95 M H). CPX-351 [f] CR + CRi (48%)% th i % =T 7 + 3 (33%).

3. BERTAHAR
3.1. IDH P57

Ivosidenib /& —Fh4&t % IDHL /N T 1017 o IDHL 78 S ML BE 2 A I3 523 T R AR R AT 6%~16% [24]
[25]. TES K IDH1 RAF SVl & (A I i B3 E8 4, A Ivosidenib ) ORR 4 41.6%, CR/CRi &
30.4%, HAIAEFEEN 6.5 N . HEORIZZYIZE IDHL SRS SR BE 2 A R B BT AL S . EBE
Ja 301 I FE R, Ivosidenib A BT LM H SR AL B 25760 T AT LU, 45 R ORI IR IR AL AR
A7) CR RHR T m T H259077, 1X S5 Ivosidenib B R T S L8 2 A w8 . Wk 2k gsi
[ 10975 5 o 5E 35 SE RS A4 IDHL 2848, w] LAf# A Ivosidenib FZ57597 . H T, FDA E.4:Hit#E lvosidenib
BZJIRIT RGBT 75 5 K VA b EGE ANE A RIS AT 7 R IDHL JEAR EHS W S R O R
PAK B R eI M S 2R (A % R 3 . Olutasidenib A2 55 —Ff IDHL S0, Hol gl ftbid 9097 B Rt
IHEVEPE IDHL AR 1) 2R R (I FR A [26] . 4EZSSohix) IDH AR SV PERE & 1 I 197 20 51 A\ g
H[27]. 45 whilka HMA 197 A & Ivosidenib XA HMA 3R &5 9 55 3% 5 T HMA BLZ57597([8] [28] .
TERKIX LGP P RE 4 AE IDH A B it — DT 7t

3.2. FLT3 $n&is5

TEMN AR AT, 26 18%~31%M EE B FLT3 =48, MW 55 A RAHK. HAr, FLT3
FEAR N 7% FH A sorafenib (Z479E/2). midostaurin. quizartinib 1 Gilteritinib. FLT3 2348 0117148 F
TEZAFBE AR 32 R F5 S0 9T IS BB FEAR 8D o A5 —T0 % 60 % B8k 60 % LA AML &1
BEMLZ B RIS R, BEFURIAE “3 + 77 S T 7 RRUE IR BB IF 5 7 ok 53 I
IREfAL . ZHiE e A2 1) EFS #1 OS AHMBL, R 2R AR B HIE T3 m T X BR2H(17% VS 7%, P =
0.052) [29]. R feils — WU 7138 B midostaurin 7£ & 4F A B BOR 1E FHME[30]. 5T 86 &4 4F
W 61~70 F () FLT3 2848 AML HEHE52 7 “3 + 77 MBS 7 ZEES midostaurin % SI677, Bl )58
%V HRRIRIT . SRR E T EE ST RGNS ARLU(75.8% vs 77.9%, P = 0.76), {HEZFHIIIET:
R 55(10.5% vs 3.5%, P =0.03). A5t Eor, midostaurin (259075 & T 8 45 B Hp k4045 . — TmT
FAEA 75 mg BK 2 XAEN midostaurin FIFIEBCABTILIE H T 248, APl 24 HlEEA 8
K 25 A B BB AT [31]. Gilteritinib & — UL A & BE R BEE A FLT AT AXL SUE #0177 46— T
I HRIGH, FLT-3 SRAFM My VE Sk il R (1 I B8 % 3252 Gilteritinib NRVEYT, ot AE A7 3143 3 2
#[32]. DAk, Gilteritinib BMCAMEVR R S ERE R A MM FLT-3 RAKPRMERIT 7% — B 1§

DOI: 10.12677/acm.2026.162502 1187 I IR 2= =23t e


https://doi.org/10.12677/acm.2026.162502

R, MR

LACEWING X% H] Gilteritinib BB +L H H H F¥ri2 W) FLT3 RAZ K AML B3 (AT & 9 i 2
W7 77 G A1) 5 IR LM A LA [33] . S R /R Ik G iR T L G2 2 v T 5 B LML 15 2H.(58.1% vs
26.5%, P <0.001). HATEHX ZHE SRS R MK 83, AR H =280E 77 RUTA I 167 i &,
1 HMA + Venetoclax + gilteritinib/quizartinib. HMA + Venetoclax + IDHi 4.

3.3. Hedgehog #&iI5|

Hedgehog 15 518 % 3= L4031 1955 4H B P 151 3 58 LA RORHAG T 249 it 2 1k b 3 3 24 R [34]
Glasdegib #& smoothend [ /N 73+ FIRADHIF] . Smoothend 5 CD34 + ZMEHE & H LA, A LL
W1 Hedgehog @4 [35]. 7E—10 1 #HRH, ANIE &5 AT ROBH2 W i 288 & 1 M #2532 glasdegib
B4 LDAC 077 LA I LDAC H253697[36]. BEAIRITIIHRAIAEAESR ., CR 2R E & T HARIT. [UH 5%
(1) B FHEHZ Glasdegib ¥677 /5 B QT MIMHLZEK . [RIUL7E 2018 4F, FDA #tifk glasdegib BX#A LDAC if
JT 2GR FIT T RV AR R R . TERKRE N B T AW B &R T 77 815
BB 7.

3.4. HT CD47 I

CDA7 /2 — M A . BG4I F I, 2SS T IIER[E7]. Wi CDAT #
A A W AN AR, SR 4 i R B K [38]. Magrolimab s —FhER X CD47 K%
Y, BOESEAERAN A 1S BN G VE R . AR CAT IAF(E S FLT-ITD RASMI K. —LLhf
FROLAHTT CDAT MHIFIH T 2R R A MR & . . KT CDAT FUARBRA LT AT TAES
HE TR SERE R A B E R, BUS TR R ORR K% & CR ZHfR#[39]. —Il Ib HIRE
Magrolimab B4 Pl LA HE 76 A IE & R4y AML B35 (175 TP53 AR B #) 75K 87 44 i N JE4%
ZIRIT, T2 4(82.8%) A TP53 RAF . %M 7+ 28 44(32.2%) & 528l CR, HhfufE 23 4(31.9%) LA
TP 53 SRR .« IX IR 7T i/ tH Magrolimab 64 BT FL M 75 12 A BAT 547 1997 %4[40] . TP53 R
B AML 5t VRIT DG . B AR AEEE 21T E A 6. BAT TP53 S48 38 % AT X £ Fh
ST 25 245 P D it R SRR . B SCtE SO ST ILSE TP53 RAE AML YRy MEFE &, 2 RATHT LA
JSTHR. ST AYIERA TP53 AR B T R 4r, 111 ] ENHANCE-2 iR 50— S5 75t CD 47
i EdT A Magrolimab + [ L /i 1 (Magro/Aza) 1647 BEAE AR L6 7 1) TP 53 KA AML )7 &4[41]. 1H2,
WA AR R IE T LR AT & 1k . W FT 45 B R Magrolimab + 3L 7E TP53 €78 AML fHARIRILIA
ST NBFH AR BB OS, H A s B Z B0t BRZHAR . 55— I 111 5 ENHANCE-3 W 748 % Magrolimab 54k
ISP L B A I AEANE A58 T AML BB TR TR I B S RFIARAT X . 45
BRI MTERfRR AR LR B ZE R H4h, P TATAT GO e e #A P Hh P 4 B sk
AU T A 40 B /D 5 PR R A ER A AL [42] « BT CDAT I FITE Z IR SV B8 2 A 9 o 7 34T RS
AT

3.5. Menin &30

Menin 2 KMT2A 5 HOX £ 5874 & 5 1, AT BLUFE NPML RAE 2 KMT2A RASH) 2l
Z A% & AE[43] - Menin 4015177 LA Menin A1 KMT2A A TLAE H AHE 5, #0085 KMT2A 58748 2 NPM1
GRAR ) 2 BE 2 (I B A A KMT24 R38R A 5%~10% 1 26 2 (A I g, 58 B G AH
%o AUGMENT 56 & — T 22 O BT BE PR I [44] . iZRIEHT 5T 7 Menin #1778 KMT2A 5388 NPM1
KA SRS R A M R A NRE TR S AN A ERE A ZERESRES BB FITH
FAEEE . HETC A FUESE T Menin $II 71 5. 2576 77 8038 BRA HABZ5 Y097 2, i BCL-2 #7178
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KRBT, Al RE B Z MBS HEILIETT, AT Z2EH2H SRR A MRS KMT2A R4
B NPM1 =48,

3.6. HLIEIBELEEY

PURAR R 2 B0 ) S e 40 By 7 U7 SR B TR IR T &A% . A W AR A7 AR VR 2 Al ISR T 2
H, Hulfs2Er & CD33 1 CD123[9]. Getuzumab ozogamicin (GO) & —#F5 Calicheamicin fHEX) A
J5fk CD33 HE A Hifk. GO ¥ T 2000 £ FDA b T-R77 60 2 sl DL b ¥k &= & 1) CD33 FHT%: AML
H. £ 2010 4 6 A, GO #EMHIZA TR ISET 2017 4E3045 35 F & 5 AN 250/ H R 5 ik itk
T8z @t (s £ . 78 F 50 GO Btk 1) ¢4 ALFA 0701 W7iH, GO AE#E 1AL FSG
BHEHE19.6 N vs 11.9 4N H: P =0.00018)1 0S (34 N H vs 19.2 1~ ; P =0.046) [45]. HARZSE R
AR ERG 2R, B2 ALFA 0701 W5 iKY OS 5 META 7t b R IS5 R — 3. e
Ko — TN G ERIREG AT SCRMEIRIT, GO HZGiRITAEZFEVIA SMERE R A R B
UFIIAEAEAREA[46] [47]. 4b—T0 N HAWE 7L, {3 H 5 5 9A 77 (idarubicin + cytarabine + etoposide) k& 4 )X
HAEHER e AN GO ¥R HrZ Wit NPML RAZ Skl & (1 s 8%, R h s 7 2 E 2R R E
M, 45578 GO Z9)7E NPML J748 2t i & 1 s Hh i bt 1 L Dh RO iRk 52 % 28 (48]« AL,
XA R e R SRR 2 A BRI, Rl RAEAN SR ZE ISR A IS T, GO & — M E L.
SRIM, 76 BRI REAL 2 B R, GO Wi kb R 15 BB HIERE, AR E# A GO,

4, KKRTHME

ZAFE AML B3 B MURE I E D) R ARG T B, B X AMAL TR TT T SRR B . T AR AR
W o 5 R AR U 5 FE 70 1 I 245 ) (O R FPoBioR B DG B, e 8 X 23 T Re S2 2a I A A, 7S i
ZAE AML BREITRER . B4 70 4 DR 24 AML 38 IRE 5 R, B it e R e 2 10 & FE
iR 24 ¢ A= %6 0 i S DN R, M AE MRE 8 AML TR 7 HH 3R 28 o (EUR: 75 25 SR f 1) 10U OO B AL Sk 48§ 2 4E AML
BIT SR, EHX AN R AL & B B B & VR T T &R -

ZE AML [RVEYT RIS O AL GE 0 B A S REVR YT I8 0 5 78 N SCREIR T 5 38 ) 2 WD R TR T T it
AR TT 7 2R DUSE I 25V 2 18] ELAMMLAR, 0 2K R I AP, ARG YT A b iR B JE =
BVER . TERER A MR ARG G =24, K4S HMA + 4issehid. (HZ A4S
BITATRE S INE 2B RIE T« BRltk, BATERIMAWECEIRIT FIR, RAGHMEEREERMIK. Hifd
B A EIRTT T REAS TR T R, s iR + RH 25 + Menin $05I17)/FLT3 4
HIFFINDH #IR . SRAIAIT 7% + Pt CD33 BB W5

5. &P

ZAE SRR QIR RIS VA IRRIIE e as . h TEENG IR 2RI R, s xHZRE 4k
RIS EAIR ST 2 0 e o FEXX L BB BEATIRT I, ROZTE /0 P HE PR Thag. AR
RS PP S TRIRE X T o0 B B IR E

F 2R
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