i P 1 8~ 24 35 2021 4¢
e 650 ] Clin Hematol (China) 34 % 9

- I - UrsE S -

Venetoclax ¢G5 2 LA 251697 & & /X6 PR 2k
BE 2R H L8 7 8008 T Js 43 4

FBA KBt A=F' FHR OHEH mEZE BEHL kHmm Fxsl HFFR!

(WE] BT venetoclax B A 25 B 25 W3R )7 B & /M6 M 2R B & F LR CAML) & BIF 30 A
B KU . A5 B4 T 2018 4 7 1 —2020 4F 12 H #52 venetoclax B4 25 P B4 2591y 22 Bl 55
K/MEIRTE AML BEBIG R R, SR PAREDITA] 9. 86(95 % CT 7.58~12. 14) 4 H ,19 il B K8 LR
R, Horh 7 Bk 58 2 G i, 6 Bk H B & M A B 2 M EIKE L6 Bk 34T E f# . 3 ] & X venetoclax
WAIBIT ORI . & A T~ IV i /N B80T W 1 40 20 9 )8 35 43 5 o 5 i 10 9153 Bl s 3 IR I ~ IV 9%
MR TR . 1 )R O I Z A5 2 . 2 ) AR 3 R A 00 = 8 SCI I IRe VS ik 2 A G — 81 e PR 988 375 i
LA, 12 W BEFRT P R AETE R 8. 7T1(95% CI 4.65~12.7) M A1 AEM T B M E RN
(36. 6% +11.8%) ;7 Pl EE & P GH A EFN 5. 23(95%CI 2.07~8. 394 A .1 M Fii BT H 1
HEFERRN29. 7% +11.0%) ., £5i8 : Venetoclax Mif 2 1 R4 B A B % 2. Venetoclax BR & 25 H 3L 259
¥R IR YT AT B S/ MEIA TE AML JB 3 3RAT 45 04 S 03 4 A %, DT A o 1l T 40 B % el 48 13 R £ it ) 7

[XBIF]  venetoclax; & &M MEIG ME s B PEBE &R LW ;778 B

DOI:10. 13201/j. issn. 1004-2806. 2021. 09. 010

[(FESEKS] R733.71 [XEkFRERD] A

Efficacy and prognosis analysis of venetoclax in combination with

demethylation drugs for relapsed/refractory acute myeloid leukemia
PAN Wanying' ZHANG Yingzuan® TU Sanfang' HUANG Rui' GUO Mengqi'
HE Yingzhi' DU Jingwen' SONG Chaoyang' LI Yuhua' HUANG Yuxian'

(! Department of Hematology, Zhujiang Hospital Affiliated to Southern Medical University,
Guangzhou, 510282, China; *Southern Medical University)
Corresponding author: HUANG Yuxian, E-mail: hyx6610@163. com

Abstract Objective: To evaluate the efficacy, adverse events and prognosis of venetoclax in combination with
demethylation drugs in treating patients with relapsed/refractory acute myeloid leukemia(AML). Methods: Clini-
cal data of 22 patients with relapsed/refractory AML treated with venetoclax combined with demethylation drugs
from July 2018 to December 2020 were retrospectively analyzed. Results: The median follow-up time was 9. 86
(95%CI 7.58-12. 14) months. Nineteen patients achieved the best objective response, of whom 7 cases achieved
complete remission, 6 cases achieved marrow complete remission with incomplete hematological recovery, and 6
cases achieved partial remission. Three patients did not respond to venetoclax combination treatment. There were
5 patients and 10 patients with grade [[[-IV platelet count decline and leukopenia, respectively. Three patients
were discontinued due to grade [l[-IV hematological toxicity. One patient discontinued the drug due to excessive
fatigue. Two patients developed laboratory-defined tumor lysis syndrome, and none of them had clinical tumor ly-
sis syndrome. With 12 patients died, the median overall survival was 8. 71(95%CI 4. 65-12. 77) months, the 1-
year expected cumulative overall survival rate was(36. 6% £11.8%). Seven patients relapsed, with a median e-
vent-free survival of 5. 23(95%CI 2. 07-8. 39) months, and the 1-year expected cumulative event-free survival rate
was(29. 7% +11.0%). Conclusion: Venetoclax is well tolerated and of satisfactory safety. Targeted therapy with
venetoclax in combination with demethylated drugs in patients with relapsed/refractory AML results in a higher
short-term remission rate, thus providing a bridge for hematopoietic stem cell transplantation.
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