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Progress in drug therapy for elderly acute myeloid leukemia
Meng Siyuan ' Ma Yanfang® He Yufeng® Huang Yan*
( Southwest Hospital Affiliated to Youjiang Medical College for Nationalities )

Acute myeloid leukemia ( Acute myeloid leukemia, AML ) is a common hematological malignancy.With the improvement of combination
chemotherapy, demethylation therapy, and molecular targeted therapy, the therapeutic efficacy of AML patients has improved,
but the overall long-term survival rate is still not high.Patient outcome depends on multiple factors, including age, genetic

changes, comorbidities, and response to treatment.This review summarizes new advances in drug therapy in elderly patients

with acute myeloid leukemia, including targeted therapy, and immunotherapy, aiming to provide clinicians with the latest

therapeutic information and future research directions.
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2VEREAIME A 1% ( Acute myelogenous leukemia, AML )
prEa L et R e 1| R e 1 S R A ey s s e ARG O 1
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B FRTE R | S FE AN S OGS R B L T R R B TR
ForAbTIEE, BIRIMIRE N &L . AMLK MG -85 1 35
Mz LI, RN WA EEIE Z —, & AMLIY A
JRRBARIR, BIHES, (KERIRZSSG SRR, XHMESRYT
RN S22, WITMRANMER S E &, WEBERIT HEAR
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2 EEIEG IR B, 2024455 29452080011 ( 54k
11600191, 192004 ) #r & AMLEEE , THHHET- A%11220
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AMLAE 3% AR, S AMLE E B 1A T ik
B, AGEEFAMLEBE TG, K 84T,

3.1 #m AR 254

FMSHE R 22 B2 14 3( FMS-like tyrosine kinase—3,FLT-3)
YR R Z R R IR, & mT A, (AT REa kb
RAF, XFhGALA] fEL SEAMLANIAY PR 2 25", 11
E#JE (tandutinib ). &2 JE ( sunitinib ). KW Z K

( midostaurin ). A% JE (lestaurtinib ). Z$73EJE ( sorafenib )

R —FLT-330#5 . 72 R, S5—RFLT-330]
FIAZGIRIT AMLERE G RST SO+ AN S N BN ", —I0
2RI PEAS T midostaurinB 558 A AL T T LRI VA FLT3-ITD &
[R5 2 (AR R M B AR AMLER 3B I F R S 2 e . 10T
78, AMLSG16-103R86F 5 s X BE 20 2 3 it v 7 BT I )
4040 A 76310 A, AMLSG16-101856 A 24E o - L AE
W ( Event—Free survival, EFS )Z°40.41( 95%CI-50.36-0.46 ),
AMLSG 7 52 ABEH BY24EEFSE40.21 (95%C140.17-0.25 ),
AMLSG16-10i36 HP AY24E0S 4055 (95%C140.50-0.60 ),
AMLSGT s ABEH24F0S%40.38 (95%CI240.33-0.43 ).
Hk, e T4 (allo-HSCT ) AR a4 H:
YAt B RBURME AT, midostaurin YT R B3 . W5
2% W midostaurin 7E £ 45 FLT3-1TD 5 A % 25 1 4 1% F1 3% 4F
AMLEE B R 097 Re M 22 4™, R, ZEAFFEmidostaurin
BB SR AL IR X FLT3-1TD €28 AMLIR) 7 [ 15 A2 AT 24 BIL ]
PREET B RR, 5 T ARFLT-3MHI R4k 2 B3k, HEE
J& (Gilteritinib ) FZ$# )€ ( Quizartinib ). Gilteritinib/&—
P AR R IR, AR B M AHE AP M FLT3 2848
AMLERFH T HA gy ", —IBIIAFSY (2215-0103 )
MM AL S 5 E, HOLEZIRIT, A8%5 5%
AT PEAEIZ A RN, P A 36 AR FLT-30748 . AT H
BFLT-358F AMLIY R, 56250 (complete remission,
CR) K H}89%, P ARt E 461 H o iZIEIEH T
Gilteritinib4% A5 S R ILIE LSy L AR M FLT-3 835 Hy B2y
HeREIRIT L A E AT 2™, 2T LiRiAE, Gilteritinib
SR 3L b 52 8 M T4 M 4H ( hematopoietic
stem cell transplantation, HSCT ) LEfER N E B, Ll i
2 LT AN S AT GilteritinibZE 16T B E W 2E 1k, 45
KR FTAEZHSCTIRITBRE (n=83) M EF N
202 F, KAEEZHSCTIRYT B E P A 6.8 H o
GilteritinibZH ) 08 ( LATE I T 4T H 39 A 2 ) A
1614 H, #HR674 815340 H (HRHM1.076; 95% CLN
0.536-2.160 ), GilteritinibZ1 127 A #1244~ A B 0S4 51
57%M40%; PEREHTT L HIN OSFA N 62% F150% . TE
1 10T 20 M B S A7 15 60K HLR & & ) Gilteritinib 2 & %
W, I T 4IRS R S K B Gilteritinib 697 B4 H 2 FE R R
1A M AR BB HE IS SR 60K 208 (95% CI, 10.67 A =
KIRE] ), RYKE HFER R IRIT BB E A0S 81014 H
(95%Cl, 2.81MA 21931 )o GilteritinibfE A3 1+ 40
MFE LR AT A R e A 32, IF HE R,

3.2 IDH1/24M15

S ERRL AR (Isocitrate dehydrogenase, IDH1/2 ) &
AMLApH WL FEZAS , LRJEA (Tvosidenib ) JE— R4l
IDH1ZEZE IR, BEAEA R HIIDH I B . — I
FEEB, LHReA SIS B G A IDHI 48 1
AMLEE , JFARREORIE 2 AR . LR A23
HBE B LR RBRA FHLIETIRIT, P FER2T5
% (61-88% ), HAIBEVI15.140H, BMEfHER (overall
remission rate, ORR) §78.3%, CRZE N60™, 7E—IX 258
BITDH 1 78 28 B M: M B0 B ISR o, 340182
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AMLEZE | iZW 5T vosidenib 251897 2 M . AR IR &
76.5% (64-87% ), CRFE }30.3%, ORRNK54.5%, %M
fiit ( partial remission, PR ) “}3.0%. lvosidenibEAZ5IET7 5%
L, HSFEEEEA,

BV ( Enasidenib ): B HEE—FP O AR . 2680k
NG TR IDH2 650 . — T3 FEHL IS, Enasidenib5
M R AFRIIDH2 . & /MEIE P AMLE A0 WA T %6 . 319
44 B H B BEAL AT Enasidenib1 5844 Rl #IGY T 4016144, H
P71 o Enasidenib5 % BUAYT AL HAL0S 5714 6.54
HH6210H, 14EAAFRHF37.5%H126.1%, Enasidenib L H
HIAYT W B GEERS (PRt E14.9 A VS2.641~H, P<
0.008 ). EnasidenibZt it HiAbh B & 4F 58 AF IDH2 & K MEVA M
AMLEFTEOS . EFSHY itz 0™

3.3 (5l 259)

Hedgehog ( Hh ) {5538 F 76 IR G B HA 90 1 41 o 3 78
b, REFELRGEE ., Hh (EE58 e AML 1A%
TR RIEEE/ER™, P A (Glasdegib ) Je—Fh 1 Al
SmoothenedfIiIF , ‘& HEMSA AN HIHME 515 S, KIE
W BUMRE AOFE T, SRR B & BT SRR A R A A
EHEEI, ITTRE L B R AN A & R . — T2 BE ML
ST, GlasdegibB A ERTHEIEH (LDAC) XFAMLIE
ARG IT MDS BE R, EEL S Z0S,
Glasdegib+LDACZH FILDACALAY 0S54 8.81 H Fl4.91H |
UESEGlasdegibHBE A LDACEA RIF3kzs, *TAE Aifbik
IT I AMLAE AT B —FhIEFE™ . Glasdegib i il 3713 W1 BEHL
RG> B8R, ZII I A4004 B AR, Kb
Bl (1: 1) $#3ZGClasdegibol ZRIFIAYY, FEZ “3+77
1697 . AESRIEZ320 44 BEIGHEHL (1: 1) #23ZClasdegib
BB A BT LT 1R o IR IESE T Glasdegib i
FI AT Tl AR ™

3.4 40 IE T AR DG 1 25

BCL-2%K [ fix SL 70 3y fi 2 83 22 s BH 24 v (74 200 it 7
=, BRI F B WS IR . Venetoclax&—Fh H Ik
PEREPEBTR T FABCL-24M I3 o 7835553 AMLAH A 5 FE AR
T 040 M8 U8 T 8 B BCL-2 30 1 36 97 B WE S8 . TE
VenetoclaxB -G FHZGTEIR YT & AMLAFIE LB . AFd8 50k ( =
60% ) AMLEFH T, VenetoclaxB- S LADCE EA vl #5204
P, A A ZAERAL BT I EAE AMLER 2 77 A M f Ay
AW F R PAL0SHI3.5NH, RTFHREFHHLADCH AL
OSH5MH . HI (30K ) JET-RHK6%, 54%HFHLICR,
T % i 2 FAR L 30 56 T 38 LA B bR R R K B 4 i A
Venetoclax B & LADC U AT & Z A AL G T 1 24 AML
BB AT Y, — I RAFFST Venetoclax—Fi ¥ LI T
T5 RS BT 2 X RO A L, AR I 4 A 43 1BI4F
% =75% AMLIE . BN BCEVenetoclax—FAl LT AR FL
MR, POREVIRTEI20.5H . 453 EH, X5
ATt ZHREAS T I EAEAMLER &, Venetoclax—Bi FLAETF4H
POSHK14740 A, W& TR -2 H49.64 A

(HR=0.66, CI’40.52-0.85, P <0.01); Venetoclax—PrFL it
HLHCRE T B4 (66.4%VS17.9%, P<0.01), TEARES
SRALILIT I BAEAMLIRE 1, 3252 Venetoclax—Fi LT A4
FHOSH K, ZipRE ™", BCL-2MHIFIPEA H Rk 259 |
NIRRT SR LL R . BRI AT S AFAMLE 3. R
BCL-23IFI B & 20 LI P iR T 2 AMLIB P8R 3, 4
BAEAMLB Z JAUH iR T ik B e e nr g™ 7,

3.5 4R R R CPX =351

CPX-35 12— FhBBi i A R4 B & 1 N5 BRI
HIRS BARHIF], TEVAIFAMLEAE B L Bn A IR,
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—IXT60-75% HrizWiok 4k & S S 2R A I3 1 AL IR
RIWIIE . ZGE R B, CPX-3514N54E4:fF % M 18%
(95%CI 12-25% ), “3+717 W51 F H8% ( 95%CI
4-13% ), Z54FERATT, CPX-35141MAfE A kst , A1{E
TR IF 6075 % FHSWrsi gk & 2 PEfE & (A R Y
BRATFRS ) BT AE AR T AMLLE S PR T
FEHLIbETRE I EoR, K CPX-351+VenetoclaxX] T
BB SRBEAT AMLEA B 5 BA RIFAm2 1, I S
LZHURFIRBICRE S, RS2, CPX-3515Venetoclax .
FLT-3 135157 S (AR RAB T

3.6 # 4N R IR A2

CD33, xR “67KDIEIALES AR (7, SRR T I Vi 2
ZE A TeFEREEE R (Siglec ). EFEAMLA IR BRFE I ANAE A
FEGRATEYE, 29,580-90%. H T g 41 i 2R T 22 5
Fik, fCD33 /M AMLE fE IR IT 0 ™, %
(gemtuzumab ozogamicin, GO ) ZHCD33 IgG4$ﬁ,1EE§§WE
AR, COGAMLANM R CD33BLIRSE A, AN,
B R A & R ARIEAMLANAL . — I REALITTHHALFA-07013050
F0H, FERRE—LALI P IR BB/ GO IF AT 40 i
B, AT B EBEAMLE L INERS, GOJAYTALBH ) FHAE
EFS[H 8 17.34 A B B K X RA PN 5
NTRELAAHEL, GOIRITALR A LA SR UKL AR T 449%™
F—TUR 33V T IbATSE, fEAMLEE (18-75% ) rhift
TTGOFNVenetoclaxBR 5 IRYT R & oiME A CD33 2 BE £ 1M
WeHRE LM RS . B3 S JE GO Venetoclax 1
MTD, WRELLHIZ0S, EFS. ORR, ZWH5% Hi A=
BAAERRSE, A MG RIESEE ZHdE™, Mk, GOFI
Venetoclax B & I8 9T 1EE Kk MAMEIE 1 CD33AML A F (H 45 7
(7N

4. PRI TIEEAE AML Hfy ) H
G RE IR T 7 20 A I3 2R B0 R VR T i — A%
HA, Hrp A iCDAT . GBS DL R TLR25E . 20194F

11 A4, CD47H@Magrolimabﬁﬁ”ﬁ%iﬁ%o Magrolimab /&
—FhBHErCDA7 ) BT S RES LR . CDATR—Fh SRS R FH Il

SEH:

SR A AN i P 2R (5 5 o —TiiMagrolimab+ AZATE—4k
AMLAIMDSH 1 bR I HE , 3R 26T P E EWE G
IPSS-R MDS #l K i& & & 1k fLJ7 19 AML & % 45 T
Magrolimab+AZAIAIT o 5 27% - TPS3 R A, fEAMLIEE T,
H40%C., 4%PR. TE12ZTPS35ALAMLEA, H42%CR.
91%AIMDSF100%AMLE ETE6A A PR, MDSHIEEG6
S HOSIhH100% , TP53582F AMLIEZ 61 H 0SH91%. HIH:,
Magrolimab+AZAATF AMLAIMDSH A T 32 PE A AN, 7]
ke, B—TIbIREEIE Ba% . 724 BE (708 1084 H, F
MrBEVIRTRI8.34 H, AR 78 AN IE A Ak ALy T TP53 58 A8
AMLZEF | Magrolimab+AZA &Y ¥ AMLFIMDSH B3 A ZEAi AN
082 N\ Magrolimab+AZAJR YT NG AR IbI T IR L
TRITIAMLAE B2 bR R . REIRITMAMLEE
HFETPS3MAMLE# , FEL S HARZ &M sz
SR LH] . 32.2%BFEFACR, HA31.9%ZETP53%AE
AMLEEE , TP5358 48 H FE A= Y HR 3% A6 0S4 31 9.8~ H
F118.94 H o Magrolimab+AZAIRYT RNidi & L ILIT IARLR
IFINAMLIEE , F4ETPS3MAMLIEH B RATT PR,

SRR 5 e 2

25 b, TR BT s BA R R Y,
FRREEECR, 0SE, AMLIAYT A A & R FUR Ak
EIF R ANEIT SR, Bk AL &, (HAML
BAEEREKR, FIMEL | RAEIRAS 5955 K 2w IR E
WEEERE e IRYT T 252 25 TR . B AMLE B EMAERILIRYT
PeE A IE MR YT SRS LI G B R AR

6.4515

A AMLZGY) IR T B F (1 F 24 H RSB TS 19 77 il Al
L, IR BRI X R SRR R A AR
H MR 25006 BT HERE A AT, A IRA TR SAHRE | 1%
G 2R RBRIE . BLEIARYY . RBEIRTT L I PRI AR
KIEEEENE
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