+134- F A I 22 2022 4FE 2 H A543 5452 ]  Chin J Hematol, February 2022, Vol. 43, No. 2

AR s P E B FLIE IR YT S RE R
SHIIRZRPIR: PN G I SN AE

FXH TER I OBEE T NFE O RBRH RBE®E ARE L3
FFRFARER, TR 0RBALI, BT ik R ARREREFHLF S,
¥ 100044

@BAZHE A T, Email :2516735116@qqg.com

[FEE] BH Focde s v B A LI (Ven+AZA ) TEW] A A 1E A 3k AL J7 (unfit) & X6
(Z1RSRAIE AT R M /2 & (R/R) 2 MERE R A (AML) B R s s, Ak ks
AL I R A MR FE AT 201946 H 1 H 2 20214F 5 A 31 H %52 Ven+AZA JGY7 (Ven 100 mg 25 1 K
200 mg 45 2 K 400 mg 4F 3 ~ 28 K ; B FLI T 75 mg/m*5E 1 ~ 7 K ) (47734 unfit K2 R/R AML 3 60 i,
Gy M EH T8 A SR ML AT M T B5OR 52 WK 2 1Y) 58 4= 22 (CR/CRID 2 sl NGk B (MRD ) BA 38 I i A
N (ORR) . Z58R 60 fi#)34 unfit &2 R/R AML 3, AR 54(18 ~77) %, BB 33 44 (55.0% ),
7 BETIN E] 4.8 (1.4 ~ 26.3) A o HP 9034 unfit % 24 61 (40.0% ) , R/R £ 36 611 (60.0% ) . #1134
unfit 20 K R/R #H FP VAT FIP AR o 1(1 ~ 5) 4>, 24 #1534 unfit H 2 (IKYE NCON TS 432 A% 15 8 41
FRAE 2 1) R AE 14 91)) 2255 17 72 Ven+AZA VAT I , 1711 (70.8% ) 35 CR/CRi, 315 (12.5% ) K343 S it
(PR),ORR N 83.3% . Hrro il 8 #4532 55 2 Jr BB YT, 2 4532 55 3y BRIR YT o 17 Bl CR/CRi R 3
81 (47.1% ) 4 2 A7 ARIAYT G MRD #4536 Il R/R SR 450 LT ARIA FIRYT G , 21 B (58.3% )ik
CR/CRi(H:A 7 MRD M, 15 33.3% ), 3 #1(8.3% )PR,ORR N 66.7% ., R/R 112 HliGI =217
T, 50 2JPRAY T IR OB i iR, BT MRD 56 14491 (66.7% ) . R/R B PRfEAL (CR 2 MK
2 R=184H) 12, HAx 24 B s fa 4 . ARG R/R 20 1 417 #2510 491 (83.3% ) ik CR/CRi, CR/CRi %
BE R TR A R/RA1[45.8% (11/24) ,P=0.031], 7 60 il , 13 f 1 IDH1/2 28748 J 4 %1 TP53 FH
PR E 2 AP RAYY IS 35 CR/CRI, 18 15 NPM1 28 748 B PE #2  1 N7 F2 CR/CRI R H 77.8% , 5 1l
RUNXI-RUNXITI £ c-kit D816 [ (2 9112, 3 Bl K ) IR K G M o VentAZAVE N T TS
BIT BRI ASZ VLT . 518 VentAZA TEWIIA unfit J2 R/R AML 3% 3 300545 i A 7 R W 356, 343
SEA HR A LEUR IS MRD #5BH . HAEEENPMI L IDH1/2  TP53 2535 K 548 1) AML H 3 TPy i g .

[EgEE] A, BER, 2k, dessvihn;  PFLIETE

EETHE  EabIG R U 5T 242 (Z181100001718126)

DOI: 10.3760/cma.j.issn.0253-2727.2022.02.008

Short- term efficacy of venetoclax combined with azacitidine in acute myeloid leukemia: a single-
institution experience
Yu Wenjing, Jia Jinsong, Wang Jing, Tang Feifei, Gong Lizhong, Liu Xiaohong, Zhu Xiaolu, Zhao Xiaosu,
Huang Xiaojun, Jiang Hao
Peking University People's Hospital, Peking University Institute of Hematology, National Clinical Research
Center for Hematologic Disease, Beijing Key Laboratory of Hematopoietic Stem Cell Transplantation,
Beijing 100044, China
Corresponding author: Jiang Hao, Email: 2516735116@qq.com

[Abstract] Objective To explore the safety and short-term efficacy of venetoclax combined with
azacitidine (Ven+AZA) in previously untreated patients unfit for standard chemotherapy and patients with
relapsed/refractory (R/R) acute myeloid leukemia (AML) in China. Methods A retrospective study was
conducted in 60 previously untreated patients unfit for standard chemotherapy and patients with R/R AML
who received Ven + AZA (venetoclax, 100 mg D1, 200 mg D2, 400 mg D3-28; azacitidine, 75 mg/m’ D1-

-



AR M 275 2022452 H 4543 %55 23] Chin J Hematol, February 2022, Vol. 43, No. 2

7) at the Peking University Institute of Hematology from June 1, 2019 to May 31, 2021. The incidence of
adverse events, complete remission (CR)/CR with incomplete hematological recovery (CRi) rate,
objective remission rate (ORR ), and minimal residual disease (MRD) status in patients with different risk
stratification and gene subtypes were analyzed. Results The median age of the patients was 54 (18-77)
years, 33(55.0% ) were males, and the median follow-up time was 4.8 (1.4-26.3) months. Among the 60
patients, 24 (40.0% ) were previously untreated patients unfit for standard chemotherapy, and 36 (60.0% )
were R/R patients. The median mumber cycles of Ven+ AZA in the two groups were both 1 (1-5).
According to the prognostic risk stratification of the National Comprehensive Cancer Network, it was
divided into 8 cases of favorable-risk, 2 cases of intermediate risk, and 14 cases of poor-risk. In previously
untreated patients unfit for standard chemotherapy, after the first cycle of Ven+AZA, 17/24(70.8% ) cases
achieved CR/CR1, 3/24(12.5% ) achieved partial remission (PR), and the ORR was 83.3%. Among them,
nine patients received a second cycle chemotherapy and two received a third cycle. Among CR/CRi
patients, 8/17(47.1% ) achieved MRD negativity after two cycles of therapy. In the R/R group, after the
first cycle of Ven+AZA, 21/36 (58.3% ) cases achieved CR/CRi (7/21 achieved MRD negativity), 3
achieved PR, and the ORR was 66.7% . Among R/R patients, 12 were treated for more than two cycles.
There were no new CR/CRi patients after the second treatment cycle, and 14 cases (66.7% ) achieved
MRD negativity. According to the time from CR to hematological recurrence, the R/R group was divided
into 12 cases in the favorable-risk group (CR to hematological recurrence =18 months) and 24 in the poor-
risk group (CR to hematological recurrence < 18 months, no remission after one cycle of therapy, and no
remission after two or more cycles of therapy). Eleven of 24 (45.8% ) cases achieved CR/CRi after one
cycle of Ven+AZA in the poor-risk R/R group, and 10 of 12(83.3% ) achieved CR/CRi in the favorable-
risk R/R group, which was significantly superior to the poor-risk group (P=0.031). After one cycle of
treatment, 13 patients with IDH1/2 mutations and 4 that were TP53-positive all achieved CR/CRi. The CR/
CRi rate of 18 patients with NPM1 mutations was 77.8%. Five patients with RUNX1-RUNXI1TI combined
with KIT D816 mutation (two initial diagnoses and three recurrences) had no remission. Ven+AZA was
tolerable for AML patients. Conclusion Ven+AZA has acceptable safety in previously untreated patients
unfit for standard chemotherapy, patients with R/R AML can achieve a high response rate, and some
patients can achieve MRD negativity. It is also effective in NPM1-, IDH1/IDH2-, and TP53- positive
patients. The long-term efficacy remains to be observed.
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