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Abstract

Objective: To investigate the efficacy and safety of Venetoclax (VEN) combined with hypomethylating
agents (HMAs) in newly diagnosed acute myeloid leukemia (ND-AML) patients ineligible for intensive
chemotherapy. Methods: Clinical data of 120 AML patients treated at the First Affiliated Hospital of
Anhui Medical University from October 2020 to January 2024 were retrospectively collected, and the
efficacy and adverse reactions were analyzed. Results: In efficacy evaluation, the complete response
(CR) rate was 49.2%, the CR/complete response with incomplete hematologic recovery (CRi) rate was
63.3%, the overall response rate (ORR) was 75%, and the measurable residual disease (MRD) nega-
tivity rate was 62.8% of AML patients. Patients with CEBPA mutations or low-intermediate-risk chro-
mosomal karyotypes were associated with higher CR/CRi rates. In the safety assessment, the inci-
dence of hematologic adverse reactions was 100%, with no significant differences in hematologic tox-
icity or time to three-lineage transfusion independence between different VEN treatment cycles. Con-
clusion: The VEN + HMAs regimen demonstrates significant efficacy in newly diagnosed AML patients.
Although adverse reactions occur in almost all patients, most are tolerable.
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1. 518

SUMERE R (A I (Acute Myeloid Leukemia, AML) )& A J& H T Bl A0 A1 & i i 8 i 7R 20 i % g
8, DASE i A A A TG E AR T, SRR A R 6 A PRLTE A A A R AR (1], R
REEFR I INME K, B2 67%HEEIZWINFE > 55 &, hALZEIFR N 68 2 [2]. AML (1)
22 M7 R R FHBTRE S A B R R 2 M s AR I T, B “7 + 37 5%, AL TIE, SR K ERT R i
HHHTOLEARTT, 76 %R R E TG TR A [3] . IXFhE G (a7 77 s AR 42 B 3 (1) 2R A7 %615
BT 0% A BT, S AR AR R R R AR 32 IR SR IAIT[4]. KPR
B, IR PR % 40 B 55 M e 59 AR s P AL YT, T2 FR AL 2590 (Hypomethylating agents, HMAS) . {71
P HE B (Low-dose Cytarabine, LDAC) %, SRTMIIXAAIT YT XA IR, ML FARMES FIRIT %R, Sk
FAN 10%~50%, A EAFIHIZ) 0y 1 4R [5]-[8]. 1M Bel-2 4 714 4% 5e 4 (Venetoclax, VEN) ] A 4 A
SR T s, BT RO R BENL. WE IR (VIALE-A R58) F, #8252 VEN Bie
TBIT IR Z A 66.8%, AL HI(OS) A 14.7 A H , MIECT S B FL M EF 4L (ZB F 2 : 29%, i OS:
9.6 M H), ZEKEIRTT 7 FX T B PSS m AR AR R A A I RALH[9]. R, 2020 4F FDA ki
T VEN+HMAs AT 75 % DL B KAE A 3RAIT I AML 38 10— 2RIA97 s SR LRI R S8 B Hh 1%
BB BT RUFE R EMEAZES, My BENERRER PG R . KRB E R 45 bk
& ZHIEAZYNIRIT AR Z AR IT FIPIZ AML IOIGIARIT R0 FFERI R My st GBI 22, i fe A
PRIGIT RIS, D 0E AML BE TS .
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2. ‘P EH*E
2.1, ISFRER

1B PR AN 40T 2020 4F 12 H 2 2024 4F 1 ALEBIER} RS 28 — & B2 B 2 445 se e & 25
FAZTT ZIRIT I 120 BIANE G R ia T IS SRS R A IR (ND-AML) B IR R k). fird (s
128 2022 AE R L7 W0 (ELN) & A 1) AML 12 WoR1E 31 i 1 1EA T T3S el 2 2 [10] . 1278 2 N
PR 1) ARAE I PAH R fi2 v S ERE R AN L% s 2) B UCR F YRS so i & 25 AR 2 7
FIRIT, A HBAME A FLT3 il R B3R R Bt i B Je s 3) A& A i AT i 2 MEwE & A M B,
HEEFRMEIM TR © ZEBHRIHEL (Eastern Cooperative Oncology Group, ECOG)iF4r >2 73 @ 4E#k >
75 % @ GImEL. i . BIhREASE: @ A EERE R E R © HE M MAES
B2y T A FERE . FEEHERRARME: 1) 4ER R REL <7 K 2) AR 048 an A S S5 4 i 2
290 SR R s PR A AR R FLT3 #Fs 3) SRk Al 4) s ER ™ EALE .

22. BITAR

A i 2 20 7RI VEN + HMAS + FLT3 #0171 (= f 36 e 52 5 & Je ) 5 RIATT . i il
KHI RIS 4525, % 1 R4 T 100mg, 25 2 RIGE % 200mg, 5= K2 400mg/ K, HEL 21~28 K,
F e I CYP3A HIHIF, 4E43 s il E 2 100~200 mg/k, #7 HEE H 0™ 5 Bl 5l A R e e
IR RE (0™ 5 A B G AE), I PR R T AT R B A 5% e b IR R B BTFLIRTE A 1~7 R TR %
2y, FHEN 75 mg/(m?/d). HPGAliEON S 1~5 Rigfkdit4s 25, &Y 20 mg/(m¥d). FE& FLT3 RAZH
AML B3 I R BT e 2 75 A FLT3 i) 77 2 4 36 Je B B & e -

SNTRIT H o R A RV fif £ A AE (Tumor lysis syndrome, TLS), FHZG 1T 8 4R KT 25 x 109L,
BT RRENREE CACIE RTT I TR ELS T KA TR RIS R I 1L TLS MR A . FEVR YT 3 IR H 3
2L <60 g/L, IM/MR < 20 x 10%/L I Al 45 T2 20 4H i 2E i 2 (Erythropoietin, EPO)Ek 5 20 A /M A
F# (Thrombopoietin, TPO) Bz " v 5 A ML it 22 HH IUOREZH Bl « R IS R S FE K 200 i 5 v il 93
Rl RSaE I, FFRFHPTan e . B 25T kgL .

2.3. IR R

I7 BCOPA B 1) EH I PR R g, R34 4552 VEN YR T — A8 3 I 46 A T - S ke 225 0wl s U /)N Bk R
AF(Minimal Residual Disease, MRD)ZEAT ST PPl o« 97 RO AR E S 2022 4 ELN XA AML 2115
EELER, 0T RUR I NI A G2 (Complete remission, CR). A S8 fif f1 I i A 5€ 4 R (CR with
incomplete blood count recovery rate, CRi). #B4)2%fi#(Partial Remission, PR). KZ&f#(no remission, NR).
MRD kH 2 280 NN e, B ampg4eie < 1/1000 (RI4E 1000 /NA #2404 E 10 44
< 1 MESCHBAIME, HETTFHEEE RSN CR %, CRICRI ¥, i %% (Overall Response Rate, ORR:
CR + CRi + PR). MRD #[f%.

ML WWRERGHE TN TR AR MR FA RIS, EH e FEZ P R A 40 E >
0.5 x 10%L, M#r&E A > 60 g/L, M/MR > 20 x 10%L, H.3k7E ORR & ML Mg A drE, wih
VEN + HMAS V837 7 A 5. 10k B E B RG24 5 = RIANHIR B, K =R/ AN sbsE N & e >
60 g/L, I/’ >20 x 10%9L, HEERi4niE > 0.5 x 109/L.

2.4, GHERE
KH SPSS 25.0 kot tHEBERAFEIESS M, USSR E)RR; iF
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BB A (%) R, RARITRSG . LR IERI R i, Fisher A DIBEA i B AE S Bk B 0] T BE S
7RI R R BEAT LK 2K 0T, IR P<0.05 FIBEIZ A logistic [B1HBEAT 2 20T, RAIRI7RGS: . S
RIERIRITREG . Fisher BVIREARIZIRR A VEN IR RECS MR AR R R, AR EUG IR R A
A VEN AR RE0E = R B RIS &R . K K/KHE a = 0.05, LLP<0.05 NEFASIZE L.

3. R
3.1. AR ABELRIFIE

PINHEFL) 120 B85 I — MR QD R o SR AR 68.5 (16~90 %), it 51k 66 14(55%), %«
PE 54 {5(45%). MERIESZE, ERME AML A 95 §1(79.2%), A 22 {51(18.3%) H - fifi 1 i 14 e
(Myeloproliferative Neoplasm, MPN) &l #8344 7 5 & fiE(Myelodysplastic Syndromes, MDS) & & 14 IfiL i 5
G AR, o MDS AR &S 20 4], HHAS PR B 40 A 1 1L 9-2 A2 (Chronic Myelomonocytic
Leukemia-2, CMML-2). ‘& 14:%% % (4 I1L7% (Chronic Myelogenous Leukemia, CML)#44k AML )5 % 1 41,
IbAh, A 3 Hil(2.5%) B IR 5 RS i S s sz 4 7R DL AT a T MG R . BERE R A 25
R RBENHE T, H 5 Fl(d.2%)a HMAs 5858, WEFHBEZAFIRIT R4, 117 4
(97.5%)AML 35 K HAEZS s B G P HL IR 7 2296097, 5140 3 4] AML 5825 SR F 4 5% v hr I P AtV 7
SIRTT, Ak, 18 BIRFEBAH N FLT3-ITD RAZ, o 3 filinH FLT3 #2436 B ¥ mia T .

AR 120 ] & HEAT T ELN2022 KU 43 J2 . Horf 99 5 3% O ELN 2022 Gt i 4% AL XU 73 J2 1
AIVEARE G, A 77 61(77.8%) AML BE P IF IR fE, R 22 (22.2%) 6] AML B35 3 0F i iE
106 1l AML &3 56 3 1 M5 AH SC R R SR ARk i, He v 12 48] AML 38 DAL 6 DR A U panel 86 5 ) 4 2 [
AR, TCEHER L 7 FEBE TGS 702, DIIRATN R N 94 B 5 HE4T T ELN 2022 14 F-isif%
For )2, Hr 48 91(51.1%) AML EBFE BTN G, 46 1(48.9%) AML EE WP NS fa. 256 ELN
2022 )RR B 2y TR 22 4y = 93 BN T VR4, e TS R & S P4 40 91(43%), Tl A
K 53 #1(57%) .

PLUR 2 AT S G0N (1) BT A A8 55 1 I A D 22 DRSO () PRI, 920 J% FLT3 %R7% 30 1511/106 151(28.3%), F
FR AR A FLT3-1TD 2248 18 41/106 151(17.0%), DNMT3A 548 37 {51/105 151)(35.2%), NPM1 2845 25 41/106
11(23.6%), TET2 5845 24 /104 151(23.1%), CEBPA 5845 24 fil/105 11 (22.9%), . 71 8 #5 -y CEBPA-bZIP15
11105 11(14.3%), NRAS 5275 21 /104 1](20.2%), IDH1 575 15 41/105 11(14.3%), IDH2 7% 15 £1/105
#1(14.3%), TP53 R4 15 {51/105 £1)(14.3%), ASXL1 275 14 /105 11(13.3%), RUNX1 Z874% 13 4i/103
(12.6%), KRAS 77 13 51/100 1/(11.0%), SRSF2 575 8 {511/93 11(8.6%), WT1 Z4F 8 441/100 11(8.0%).
120 ] 38 I PRI RARRAE W22 1o

Table 1. Clinical characteristics of 120 newly diagnosed acute myeloid leukemia patients stratified by CR/CRIi after induction
therapy with VEN + HMAs
7= 1. 120 f§l ND-AML 24 VEN + HMAs 555877 /542 CRICRi 4 B9 R4HE

stratified by CR/CRIi

Variables . Patients in Patients not in - Multivariate
Allpatients " cpicri CRICRi  Univariae o e
N =76 N =44 OR (95%Cl)
Age, M (Q1, Q3) 68.5(59.8,74.0) 67.5(58.8,73.3) 69.0 (61.5, 74.3) 0.391
Male, N (%) 66/120 (55%) 38 (57.6%) 28 (42.4%) 0.148
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AML type, N (%)
De novo 95/120 (79.2%) 65 (68.4%) 30 (31.6%)
Secondary or therapy-related ~ 25/120 (20.8%) 11 (44.0%) 14 (56.0%) 0024 0513
FAB classification, N (%)

M5 471120 (39.2%) 32 (68.1%) 15 (31.9%)

Non-M5 73/120 (60.8%) 44 (60.3%) 29 (39.7%) 0986
ECOG grade, N (%)
<2 31/120 (25.8%) 19 (61.3%) 12 (38.7%) 0.784

>2 89/120 (74.2%) 57 (64.0%) 32 (36.0%)

Hemoglobin, g/L, M 64.0 (53.8,78.0) 66.0 (558, 82.0) 615 (505, 723)  0.093

(Q1,Q3)
Platelet count 10%L, M 355 00 585) 355(19.8,553) 405 (215,875  0.240
(Q1,Q3)
Leukocyte count 109L. M ¢4 o1 410)  70(22,434) 3.9 (L9, 29.7) 0.315
(Q1,Q3)
Bone marrow blasts, N (%)
<50% 44/120 (36.7%) 25 (56.8%) 19 (43.2%)
>50% 76/120 (63.3%) 51 (67.1%) 25 (32.9%) 0.260
HMA, N (%)
Azacitidine %9177 ’510/20()’ 74 (63.2%) 43 (36.8%) 000
Decitabine 3/120 (2.5%) 2 (66.7%) 1 (33.3%)
Venggé?;i”?;‘;e&o(sgfoS) 200 (100, 400) 200 (100, 400) 200 (100, 400) 0.887
Duration of Venetoclax, N (%)
7d~14d 32/120 (26.7%) 20 (62.5%) 12 (37.5%)
14 d~21d 21/120 (17.5%) 14 (66.7%) 7 (33.3%) 0.941
21d~28d 67/120 (55.8%) 42 (62.7%) 25 (37.3%)
Molecular genetic risk stratification, N (%)
Favorable/Intermediate 48/94 (51.1%) 34 (70.8%) 14 (29.2%)
Adverse 46/94 (48.9%) 31 (67.4%) 15 (32.6%) 07118
Cytogenetic risk stratification, N (%)
Favorable/Intermediate 77/99 (77.8%) 53 (68.8%) 24 (31.2%)
0.044 0.574
Adverse 22199 (22.2%) 10 (45.5%) 12 (54.5%)
ELN 2022 cytogenetic risk stratification, N (%)
Favorable/Intermediate 40/93 (43.0%) 30 (75.0%) 10 (25.0%)
Adverse 53/93 (57.0%) 32 (60.4%) 21 (39.6%) 0139

Mutations on NGS, evaluable, N (%)
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FLT3 (106) 30/106 (28.3%) 20 (66.7%) 10 (33.3%) 0.932
FLT3-ITD (106) 18/106 (17.0%) 11 (61.1%) 7 (38.9%) 0.628
DNMT3A (105) 37/105 (35.2%) 24 (64.9%) 13 (35.1%) 0.656

TET2 (104) 24/104 (23.1%) 16 (66.7%) 8 (33.3%) 0.847

CEBPA (105) 24/105 (22.9%) 20 (83.3%) 4 (16.7%) 0.049 0.222
CEBPA-bZIP (105) 15/105 (14.3%) 12 (80.0%) 3 (20.0%) 0.237

NPM1 (106) 25/106 (23.6%) 20 (80.0%) 5 (20.0%) 0.092

NRAS (104) 21/104 (20.2%) 12 (57.1%) 9 (42.9%) 0.220

IDH1 (105) 15/105 (14.3%) 12 (80.0%) 3 (20.0%) 0.419

IDH2 (105) 15/105 (14.3%) 12 (80.0%) 3(20.0%) 0.419

TP53 (105) 15/105 (14.3%) 9 (60.0%) 6 (40.0%) 0.702

ASXL1 (105) 14/105 (13.3%) 11 (78.6%) 3(21.4%) 0.526
RUNX1 (103) 13/103 (12.6%) 7 (53.8%) 6 (46.2%) 0.396

KRAS (100) 11/100 (11.0%) 10 (90.9%) 1(9.1%) 0.187

SRSF2 (93) 8/93 (8.6%) 6 (75.0%) 2 (25.0%) 1.000

WT1 (100) 8/100 (8.0%) 5 (62.5%) 3 (37.5%) 1.000

Special Cytogenetics, N (%)
Complex karyotype (99) 7/99 (7.1%) 4 (57.1%) 3 (42.9%) 1.000
-5/59-/-7 (99) 9/99 (9.1%) 4 (44.4%) 5 (55.6%) 0.327
3.2. fr¥sHT

WRIBON N FIHERR AR UE, A 74 120 912 AML B3 8452 2 /0 7 K VEN + HMAs 13677,
Ho 4 90 #1l(75%)3k 75 ORR, 76 1(63.3%) %575 CR/CRi, 1 59 {§1(49.2%)3k753 CR, HAH 14 #i(11.7%)
3453 PR, 30 f1](25%) &% N NR, 94 5] MRD R34 H #4559 1)(62.8%) 35753 MRD AT .

3.3. TR WMEARSH

AR IR R AML, ARG YOk R K CEBPA RASTH At 5 B #H3K15 H 1T 19 CR/CRI
Ko
13T CRICRI B Z o, JRRME AML B4k & 1% AML A 547 1) CRICRI #(68.4% vs 44%, P
=0.024), WL 1 HIK, 78 ELN 2022 M4t iAz B 73 E WA, A FIRTH 5 XS 2H 1) AML B3
B BRS04 411 AML SB35 X 4 2% e b G 25 FE AR IR 9T e B B 1T (68.8% Vs 45.5%, P = 0.044), 1 IIL
% 1. BRI, fEEET MRD FAMER BRI =08, RN AML 549k &M AML B3 2 [A][f) MRD B 4%
Tegiit 2 2 L (64.5% vs. 55.6%; P = 0.482), F H ELN2022 4L tifkiz M KK 43 2 4L E MRD B3R IR
TR #E % R7(P>0.05), WK 2. Mo, ZANAMANFREEF GG CRICRI UL MRD [ 1% _F A A&
FHOCHE, AFE ELN 2022 K H o FstE R 2 i al. FAB 7084, B iad b, ECOG
W HMA, B4l 4. Mot $e, ML e & & 4553 v i FH R B0 I H 775 55 X AN R i s
FEYEZS Tahi e & 22 WAL IB YT T CRICRi. MRD BIPERIZRS . VERLE 1. % 2.
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Table 2. Clinical characteristics of 120 newly diagnosed acute myeloid leukemia patients stratified by MRD negativity after
induction therapy with VEN + HMAs
Fz 2. 120 f5l ND-AML &% VEN + HMAs 557877 R4 MRD [R5 B AV REFIE

stratified by MRD

Variables MRD,\‘I e:v g|4 uable Patier;tsl gl 3MRD Nlil’gtgr;tsl :)rl , Ugi\\;Z{lilaete Ml; It\i/\;?l::aate
N =59 N=35 OR (95% ClI)
Age, M (Q1, Q3) 67.0 (59.0,73.0) 68.0(59.0,73.0) 66.0(58.5, 73.5) 0.833
Male, N (%) 50/94 (53.2%) 29 (58.0%) 21 (42.0%) 0.308
AML type, N (%)
De novo 76/94 (80.9%) 49 (64.5%) 27 (35.5%)
Secondary or therapy-related 18/94 (19.2%) 10 (55.6%) 8 (44.4%) 0.482
FAB classification, N (%)
M5 39/94 (41.5%) 26 (66.7%) 13 (33.3%)
Non-M5 55/94 (58.5%) 33 (60%) 22 (40.0%) 0510
ECOG grade, N (%)
<2 27194 (28.7%) 15 (55.6%) 12 (44.4%)
>2 67/94 (71.3%) 44 (65.8%) 23 (34.3%) 0.359

Hemoglobin, g/L, M (Q1, Q3)  64.0 (54.3,78.0)  63.0 (53.5,81.5) 650 (56.5,755)  0.888

9
Platelet count 10°/L, M 36.0 (21.0,57.0) 32.0 (19.5,555) 40.0 (26.0,635)  0.125

(Q1,Q3)
Leukocyte count 109L. M o1 9 350)  64(21,393)  46(18,27.3) 0814
(Q1,Q3)
Bone marrow blasts, N (%)
<50% 35/94 (37.2%) 23 (65.7%) 12 (34.3%)
>50% 50194 (62.8%) 36 (61.0%) 23 (39.0%) 0.649
HMA, N(%)
Azacitidine 91/94 (96.8%) 57 (62.6%) 34 (37.4%)
Decitabine 3/94 (3.2%) 2 (66.7%) 1(33.3%) +000

Maintenance dose of

Venetoclax, mg, M (Q1, 03) 200 (100,400) 300 (100, 400) 200 (200, 400) 0.748

Duration of Venetoclax, N (%)

7d~14d 24/94 (25.5%) 17 (70.8%) 7 (29.2%)
14 d~21d 16/94 (17.0%) 10 (62.5%) 6 (37.5%) 0.621
21d~28d 54/94 (57.5%) 32 (59.3%) 22 (40.7%)
Molecular genetic risk stratification, N (%)
Favorable/Intermediate 39/79 (49.4%) 26 (66.7%) 13 (33.3%)
Adverse 4079 (50.6%) 25 (62.5%) 15 (37.5%) 0.699

Cytogenetic risk stratification, N (%)
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Favorable/Intermediate 65/81 (80.3%) 44 (67.7%) 21 (32.3%)
Adverse 16/81 (19.8%) 7 (43.8%) 9 (56.3%) 0.076
ELN 2022 cytogenetic risk stratification, N (%)
Favorable/Intermediate 35/78 (44.9%) 23 (65.7%) 12 (34.3%)
Adverse 43/78 (55.1%) 27 (62.8%) 16 (37.2%) 0.789
Mutations on NGS, evaluable, N (%)

FLT3 (84) 23/84 (27.4%) 15 (65.2%) 8 (34.8%) 0.805
FLT3-ITD (84) 13/84 (15.5%) 8 (61.5%) 5 (38.5%) 1.000
DNMT3A (84) 26/84 (31.0%) 17 (65.4%) 9 (34.6%) 0.888
TET2 (84) 18/84 (21.4%) 11 (61.1%) 7 (38.9%) 0.751
CEBPA (83) 20/83 (24.1%) 16 (80.0%) 4 (20.0%) 0.085
CEBPA-bZIP (83) 13/83 (15.7%) 10 (76.9%) 3(23.1%) 0.451
NPML1 (84) 18/84 (21.4%) 13 (72.2%) 5 (27.8%) 0.365
NRAS (84) 16/84 (19.0%) 10 (62.5%) 6 (37.5%) 0.868
IDH1 (84) 12/84 (14.3%) 9 (75.0%) 3 (25.0%) 0.609
IDH2 (84) 13/84 (15.5%) 11 (84.6%) 2 (15.4%) 0.177
TP53 (84) 11/84 (13.1%) 7 (63.6%) 4 (36.4%) 1.000
ASXL1 (84) 13/84 (15.5%) 8 (61.5%) 5 (38.5%) 1.000
RUNX1 (84) 12/84 (14.3%) 7 (58.3%) 5 (41.7%) 0.889
KRAS (83) 9/83 (10.8%) 8 (88.9%) 1(11.1%) 0.198
SRSF2 (76) 7176 (9.2%) 6 (85.7%) 1 (14.3%) 0.375

WT1 (82) 7/82 (8.5%) 5 (71.4%) 2 (28.6%) 0.960

Special Cytogenetics, N (%)
Complex karyotype (81) 7/81 (8.6%) 2 (28.6%) 5 (71.4%) 0.118
-5/50-/-7 (81) 5/81 (6.2%) 3 (60.0%) 2 (40.0%) 1.000

FERT LR AML JE 35, SO [ R R RAR 4041, % BE DRI 40 A 3 ] LR B 4 58 s h e & 26
FAIRIT IR, i CEBPA RAF(P = 0.049)f 3 A BFREIRE E =1 CRICRI %, {HZ T
CEBPA RAZ L MRD B3I TE BB . WAL L FISE 2. B0k, fEARWEFH 18 44 FLT3-1TD
RAG B HAE LT IR1F CRICRI %5 MRD BIPER Z M LG5 2 5%, XA ae51A 3 4 FLT3-1TD R4
BEMHT FLT3 MfilA . mELeEETAY, HY5 CRICRI % MRD WIVERINRAH BE %
o TENWE 1A 2.

T CRICRI IR ZK W45 R, K P<0.05 MR Z=ANN logistics #AYH, 2R 4 R BRE K
PEAML. etz B 73 /= S CEBPA RAZXT CR/ICRI (1) R F Vg 2k . 1F W& 1.

3.4. REMSTH
FER YRR e & 2 AT RGBT e, PR BB B B T s AN ROn, Herp 118 85
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GE P

>3 HMBAA R RN HAP R ME N W, A 118 $1(98.3%) &4 HELFAim, Hrh 117 41(97.5%) K
>3 3xiin . Hk, 117 $51(97.5%) B IR R A i kb, Horb 114 £1(95%) >3 2 Hh PR 2 ek /L
115 151(95.8%) i & & A= ML /N2>, e 107 451(89.2%) >3 ZUfil /MR /b . Ak, BATTEAYN T AR[E
VEN J7 22 [ ML 2 AN BN ()™ B AR R AR 2, I VEN IRFIEF RIS EE G, >3 LM A R RBLK
AR W& 3.

TEGINT 120 151 582 rhip i FR 2k P MR ZH B 4 x{l > 0.5 x 10%/L. 4L H > 60 g/L Al /i > 20
x 10°L H3k1F ORR WAL 33 #i, NI N LV RIMERZ VEN Y897 7~14 K. 14~21 KH
21~28 K ) AML B35 7E ANC < 0.5 x 109L. PLT <20 x 10%L. Hb < 60 g/L 2 =51 K ER T B
ZEr, [FIFEHD, FEFEZ VEN VYT 7~14 R\ 14~21 KA 21~28 K Ja )& E = R farE s B RBUHE L. 1
W7 4.

Table 3. Comparison of the severity of hematological adverse reactions among different VEN treatment courses
# 3. A VEN ITREZ EMAFF R EEE LR

Duration of Grade 3 Grade 4 Grade 3 Grade 4 Grade 3 Grade 4

Venetoclax, N(%) Neutropenia ~ Neutropenia Thrombocytopenia  Thrombocytopenia ~ Anemia Anemia
VEN 7~14 days 1(3.1%) 28 (87.5%) 7 (21.9%) 22 (68.8%) 3(9.4%) 27 (84.4%)
VEN 14~21 days 0 (0.0%) 20 (95.2%) 4 (19.0%) 14 (66.7%) 0(0.0%) 20 (95.2%)
VEN 21~28 days 4 (6.0%) 61 (91.0%) 11 (16.4%) 49 (73.1%) 6 (9.0%) 61 (91.0%)

Table 4. Hematologic toxicity analysis in 120 ND-AML patients, with pretreatment ANC > 0.5 x 10%L and PLT >20 x 10%/L
and Hb > 60 g/L, and who achieved at least an ORR with induction therapy

2 4.120 f§l ND-AML BEHIMRFZME S, KAELZ ANC> 0.5 x 10%L F1 PLT >20 x 10%L 1 Hb > 60 g/L, FH7&
S8 HIEE ORR

Neutropenia, Timeto ANC>0.5 Thrombocytopenia, Time to platelet>  Anemia, <60 Time to Hb > 60
treatment-emergent

toxicit ANC<05> x 10%L (days), PLT <20 x 10%L, 20 x 10%L (days), gL, g/L, (days),
Y 10%L,n=33 median (range) n=233 median (range) n=33 median (range)
all patients 30/33 (90.9%)  32.5(9.0~65.0) 16/33 (48.5%) 25.0 (7.0~49.0) 23/33 (69.7%) 25.0 (6.0~62.0)
VEN 7~14 days 7/9 (77.8%) 33.0 (23.0~47.0) 3/9 (33.3%) 46.0 (7.0~49.0) 5/9 (55.6%)  32.0 (6.0~47.0)
VEN 14~21 days 7/7 (100.0%)  26.0 (23.0~52.0) 4/7 (57.1%) 21.0 (10.0~28.0) 6/7 (85.7%)  27.0 (16.0~44.0)
VEN 21~28 days  16/17 (94.1%)  32.5 (9.0~65.0) 9/17 (52.9%) 25.0 (14.0~43.0)  12/17 (70.6%) 18.0 (8.0~62.0)
P value 0.280 NA 0.651 0.559 0.475 0.813
VEN [7~14] days vs.
VEN (14~21] days 0.475 0.848 0.615 0.480 0.308 0.855
VEN [7~14] days vs.
VEN (21~28] days 0.268 0.570 0.429 0.405 0.667 1.000
VEN (14~21] days
vs. VEN (21~28] 1.000 0.92 1.000 0.440 0.629 0.453
days
4. g

AML APl B 5 oV ) 3 i 2R 8 3 5 LRI A2 B AR AR O A0 L 1 BE AT/ B A 41 2
FISCBEPEY I [1]. X T 24 BE A E AT I8, TR H SR HMAs SR RALYT, SR M
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JEAE, KRR

BRI 10%3F] 50% A%, A A7 HRU[5]-[8]. VEN M5 NEFEKAE T AML FIRIT T . 2 TR FC R
IAIRS R, 24 VEN &5 HMAS SRR BT F(LDAC)BE (AT, o B3 8 AML 1 % (227
BRANGEAAEAFIA11]-[15]. SRIMAEIRPR S, HER SR BC & 7 R IT AAEA R B P ERE ER.
ARHTHG I T AR T 85 R AT 4 53 50 BE A T RAEHTS W AN IE S 5 LT i AML B3 T RORT 2 Ak

E¥]Z2 AML & H, VEN + HMAs 77 RIGA B R RIFIRNAIT 4R TEARTFH, BrizhimAE
ALY I B2 1) ORR A 75%, CR/CRi %N 63.3%, 5 VIALE-A IR 1) VEN + AZA 4 %2 5|
(1) CRICRI ZAHY, W3 & THZ HMAs 25597 1) 8% [12] [13]. fEHARKT VEN + HMASs J677 ND-
AML B (1) B R PRI 70 A AR08 T S 45 R[16]. X LLHF FIUESE T VEN + AZA A TR
AU HIZ I AE A s A7 1 AML S 5 R B R 1) 3R & .

YEoR RIS T RIRYT AML B 1T RUZ B 2 M R M, A REFRERM, B iR B Rl
LHYHL R L. 275 MDS #4kiMk, LK TP53. PTPN11. FLT3. IDH1/2 ZE3EHRASRES, HrThE
SHRIT 45 R e A BB M [17]-[19]0 ABFFURIL, Bt fh XU 2 J2 F1 R L L R 28 A8 ] BB 55 ND-AML &35
(7 M 5% . 7E2ET CRICRI LRI Z T, 45 B BoR 5 Y R R FilE AN R ALAR L, 5 ) 3 28 XU
HHEE M) CRICRI R H. X 5HILMREALL. Apel Arie 25 A FIHTF 7 HE A K YL R 4% 8 584K
CR/CRIi ZFIE I OS .35 MH5[20]. WAk, FERPRRAIMIE AL 2 J7 1, SCBRIRIE tF-5/5q-/-7. EZ A &
L% VEN + HMASs V477 ) CRICRI 1 OS AE[21] [22], WiTEAMTFt A ££-5/59-/-7 &3 1) CRICRI %
FI MRD BA 245 514 419 (44.4%), MRD BATEZ A 3/5 (60%); K& 4% % 3% 1) CRICRI F2h 417 (57.1%),
MRD B3 2/7 (28.6%) . R AR W M, (HH ARG A K MRD ZmAK, W~ 85 mTRe Xt
VEN + HMASs J7 20R A, B R RATS 75 7E 58 R FEA Z H 5RiE .

KT REEAE, AR CEBPA 545l fit 5 CR/CRI F K. EAH I H AR K /0 #r i CEBPA
R 5 H ) CRICRI FAHK . HEIR CEBPA RAEZ AL T4 M P IR T MRD BRI 73 h T i vl
B X, {HffE CEBPA RAZH) ND-AML B3 RIS a7 IO, H CR/CRI # & MRD HPEZR 7351 9
83.3%H11 80%. 737k, B CEBPA-bZIP RAFHH 7 1) CRICRI % & MRD M2 4351y 80.0%7F1 76.9%.
X$278 CEBPA AT B2 AML B3 1 R UFHlG K% . Morsia E 55 AT kil CEBPA MURAL 5%
=17 CRICRI FAHI[21], X 5AT S5 R —F. 1t4h, £ DiNardo ) VIALE-A #ff FeHRkiE, A NPML1.
IDH1 5 IDH2 RAEH AML & 5 R IR TT RBAER[13]. ik —Bi#5% VEN + HMAs B4 7597 301
Bl AML 535 1 F et S FefiiE, NPML A IDH2 28748 /& CR/CRI [ R AF T Al ¥+ [23]. R A 7T+
KWELF] NPML. IDH1/2 5 CR/CRi %1 MRD BHM: R FIAHICHE, (H4E NPML B IDH1/2 98745 3 25 ] Wi
RN ERNE, X RERE R 7 — A TE R . Rk, AR ST RE TS AML 838 1) 2 RS
FEIRI 28R AT AL SR, R RIIFEAR R IRE 5 VEN BEA 7 R I0T BOREE A A SC 1 4 13

R FCH T BE R AT MRFEA RN, HF 98.4%0) 38 HIL 3 2 LA B 2= A B R M.
5 VIALE-A FFE 45 AL, R AR Fe s, 1X AT BE-5 AHIE 70 K80 20 B B VR T ATAAAE 3 G X A L 4 i
WA MAh, REFFIE R T A RIS w7 (7~14 R\ 14~21 K. 21~28 R) 5 Ml = # EFG T
JU ) 4 I 0 9% 2 W A I ) PRI 56 2R, 45 B R R AN ] VEN 7 R 5 L 90 7 P R 4 I 400 A il 2 Dk 5 1) A S
HER . RERITREAH—[24]. R, HTAMAEAEGR, &RARGEMG, KRFEERE—
WA KFEAR R L WUFAE R R A 77 R 2 k.

5. &

LRI, VEN + HMAS 7 SR BT RIS & BILITI AML e SR T RAFROZER, BLA
S 0 80 PR AR S R 50 5 A GRS o LG, SIS 5396 R TP S0, 7R R R CEBPA R

DOI: 10.12677/acm.2025.1561830 1110 I IR 2= =23t e


https://doi.org/10.12677/acm.2025.1561830

GE P

A2, WREAE IR IT RS RTN AR 58, R T AR TR ). BE, 5 VEN AHSRHIA R B4R R,
Rl M3 1, 5P — kR, AR R EE — 28 At 7 AL AL R85 (7 oM 22 4

B oW

=
A

FEARTCTE M bR, A 25T B BT 5 28 ACBCA R A
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