2021 3% H6H - A E F A

fTF B EBEX & Venetoclaxi§ir 2 E S B R A MK EE
K5 ZeHENE

waE W oM SAF FRE T K
BETE—-ARER IER #E ¥EWH 415000

H OE. HBY: WEMILEF IS Venetoclax T LB T £ FEBRMAO BB H W T A %40, FiE: KEK
22019410 2021412 A 25 2 M3 2 G fhm B 421 6, WRBLFHE A HA,: FHA (104) ) Forxbmea (11
B)) o FIZA. AL EE A Venetoclaxy £i8 97 ; AL, BIREBESIREFTE, HEFTIA TR, wimand
Ao 7xb%mE (CR+CRI) ; Q¥R EE (ORR) ; @IFREMRDMAME; @B FHEmioskZ o, #Hrizicsm

JoE B f b RE, R ERAMCRHCRIFFORRE £ F A4 HFEL (P> 0.05) (70.0% & 54.5% ) (90.0% &
72.7%), F¥rii: 155425 MRDIEE S ;R 2 F L% FEL (P> 0.05) 5 SFI2k s 2 ot 10 8] 242 T f
B4 (P<005), £hamiEzamios, I REREZ S THEA (P<005) . &if: MILEF IS Venetoclax 7 %
BHEF LM ARG R EER— ST, B, NP G, RELSBFTEFLBEAMLG 5%,

T8I FTILAEHE; Venetoclax; 25 2MHM A G m; STaL; %40,

Efficacy and Safety of Azacitidine Combined with Venetoclax for the Treatment of
Elderly Patients with Acute Myeloid Leukemia
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Department of Hematology, First People’s Hospital of Changde City, Changde, Hunan, People’s Republic of China

Abstract: Objective: To investigate the efficacy and safety of azacitidine combined with Venetoclax for the treatment
of elderly patients with acute myeloid leukemia ( AML ). Methods: 21 cases of newly diagnosedelderly AML admitted in
our hospital from January 2019 to December 2021 were selected for the retrospective analysis. According to the treatment
method, the patients were divided into 2 groups: Experimental Group (10 cases) and Control Group (11 cases). Experimental
Group: azacitidine combined with Venetoclax regimen , Control Group: Standard Dose of DA, IA, decitabine combined
with CAG or azacitidine combined with CAG regimen, all treated for 1 course, The complex complete remission rate (CR +
CRi) ,total response rate (ORR), the MRD negative rate; agranulocytosis time, red blood cell transfusion volume and platelet
transfusion volume were compared between the two groups. Results: The complex complete remission rate (CR + CRi) , the
total response rate (ORR), the MRD negative rate in the experimental group was70%,90%,70% , and that in the control group
was 54.5%,72.7%,45.5%,with no significant difference between the two groups (p > 0.05) . The time of Granulocytopenia in
the experimental group was shorter than that in the control group p < 0.05, and the amount of red blood cell and platelet in the
experimental group was lower than that in the control group p < 0.05)
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