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o AMERMAMF (AML) Z2X/9 5 Venetoclax & Azacitidine JF#EE (LLF VentAza E1E) O%hRT
HNCE LT, 9ERITBERGER OBIEFER T 0 7 7 A WIZESHABHF.LTH Y, JBEFDO 7 v—
VB BB TERORIFNZRZL) 2OV TSI STy, E72, AL OFEER %55
¥ TH % LeukemiaNet2022 23, AR DIEFELISMET RN L TV B I DWW T H AR E N,

o Z I T, ABFZETIE AL B & XI5UT VentAza FIEDTRIREIAAH, BN, HRMOBGEF v 7 74
NV HRNT U, 7 v — B LSRR R L OVBE TR 2 DB et LTz,

o F7z, BEFEOTHINT (LeukemiaNet2022) DOFUMEAMFET 2 &I, HilolCk B LE=TFETFHIET
JVONERLE BE LTz,

2. MEKERE (2025 %) (2 Lz BN R SEIEE)
WFHE
o A[ENG VentAza LA 51T 72 AML B 296 BIDERRIEMZIE L, BB OIRERRICBIT 2 KB
R, B, BHEOFGELR LS, i~ 7+ — 25 AW THRFRICT — % X—2{b LT,
o IRJERT - TRIET (BB - BEEOFRE TR =7 2P — (NGS) VW TEEGFERS
a7 7 A VO & FER LT,
o RZREDWHYZ by =T EERAL., BREREBRTT — X EHE LT 21T\, FFIZ Log-rank &
TERC Cox Wil — RET /L& B\ = SeF T 2 3206 L=,
EFBFFEHE & DEH
o HRUKHFERVEMIIEITHE P MIRNES N B OB A HER L BN —T 1 V7 &7V, fRET IR0
FEFEEIZ D CHESER 20 i & S50 L 7=,
o HHERRE COMEFMFHR DD P o7 — & AT bz,

3. WEEEDORRE - EHR5

EE D G U7 Venetoclax+azacitidine (VentAza) VEIE AML SEMH O &5 HEMHiRT 2 D . DR E
1% 2025 4E|Z Leukemia 51252 B - AFE &N 7= (Leukemia. 2025 Jun;39(6) :1362-1367.), AMFZETld. AT R4
L U7z 228 BIOOREEHT L 0 | 1RIERT. B B2MER, BRIFO 3RRICBITA2BBETF TR 7 7 A VAL,
VentAza JRIEIZHIT D PHREUER 1. BEMRFFRAERORERE., BHEFOZ v — b2 60 L,

KBUED P& THIET VORI ONT

ELN 2022 3 ClE, VentAza FRER OL2AEFE Il BRHE TE 2oz, & <ITELN adverse B0 9 B MR-
gene mutation BEEARMIIL, ORBRFIC L D adverse BEE LR TFHR B THY . RIBRICB T AMETRSY
HOBRDRE STz,
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R ARIE T ORRHTCIE, prior AZA exposure 5 & NP5 # VAF 28508 CRe SRR J & B L 72, — 7,
ASXL1 ZE 5813 CRe BERRICH 22 pIREMED R STz, & BIZAAETFIZE LT, M, prior AZA exposure, TP53
{5 VAR 854 RAS pathway R TEBRNBRERK T THY ., BCORLI BEITBAFNT L LTHItH &7z, MR-gene
mutation BMBIIL, OSITHRT 2 N ARRRFLITR 6ol




Multivariate Logistic Regression Analysis for CRc

Variable N Odds ratio (95%Cl) P
11p LOH sl =z 0.44 (0.14, 1.29) | 0.135
Adverse karyotype 71 '—l'—' 0.92 (0.40, 2.21) | 0.855
ASXL1 21 ——=—— | 3.67 (1.07, 17.46)| 0.060
DNMT3A 19 — - 1.93 (0.60, 7.61) | 0.299
Prior AZA 32 | —— 0.28 (0.11, 0.67) | 0.005
RAS-pathway genes 42 '—H 0.49 (0.22, 1.11) | 0.086
TP53high 39 -—I—- _10:29(0.10,0.78) | 0.015
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Multivariate Cox Regression Analysis for OS

Variable N Hazard ratio (95% CI) P
BCORL1 (12 | — — 0.31(0.11, 0.88) 0.027
High age (= 70) 121 Hi~ 1 1.63(1.01,2.63)| 0.044
MR-gene-alone 69 -—I-.“ 0.69 (0.41, 1.16) 0.159
Prior AZA 37 - (157 (0.98, 2.53)| 0.062
RAS-pathway genes 53 , | 2.69 (1.64, 4.39)( <0.001
TP53high 50 - | 214 (1.31,3.48)| 0.002
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Persistence of Mutations in CRc Patients (n = 89, >5% Frequency) RFS by Gene Residual Status at CRc
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Mutation Profile in CRc Patients: Pre-treatment to Relapse

L. (n= 27, >5% Frequency)
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