Journal of Clinical Medicine in Practice - 91 -

2022, 26(3): 91 -94. SR R BE 2452436

HRERRTE R/ R R R A M wm ) Ik K02

JREE, INER, K&
(3 A A B BE M B 4 S B LR, 13, 200025)

W E: B WEEFEI (venetoclax) BRI AL WIR YT I A/ MR S PERE 2 F UM (AML) RYJ7 8L, JaiE [l
BB A 9 A 30 DR 1 2 ot A T i <6 I e B ¥R e DXL 0 2020 45 1 5 —2021 4% 8 A Wi i 14 952 /3l AML G5 B9
s PRYTRLIF HEATREVT o 10 B RH] venetoclax BRABTFLITIIAYT, 53 4 FIEF R venetoclax BRAHVGMLIEIRIT . SR T
UK SE R (CR) BB A CRM ML/ MR BOR 58 221K 52 (CRi) 35 5 41, 4850 G2 (PR) 3 7, RZEME(NR) 6 Bil, i i
RI7 5 DU IR B Y M) , e 2Bl igge 6 0, £ S &/ Ml AML SR % U 22 , venetoclax I 5% HY AL AW IR YT
X AR o R W3, Ik E] CR, H 52 MR

KER: SVERER DM HERFETE; Bk PIHLMIE; HPufbie; B A0 LR/ -2 DRl i 57

FESZES: R914; R557 XEfHREM: A XEHS: 1672-2353(2022)03-091-04  DOI: 10.7619/jemp. 20214194

Clinical observation of venetoclax in treatment of relapsed
or refractory acute myeloid leukemia

YAN Zeying, SUN Haimin, CHEN Yu
( Department of Hematology, Ruijin Hospital Affiliated to Medical Gollege of Shanghai
Jiaotong University, Shanghai, 200025,)

Abstract; Objective
drugs in the treatment of relapsed or refractory acute myeléid ledkemia ( AML). Methods

To observe the efficacy of venetoclax combined with hypomethylated
Clinical
materials of 14 patients with relapsed or refractory AML in“the Department of Hematology of the North-
ern Branch of Ruijin Hospital Affiliated to the Medidal \College of Shanghai Jiaotong University from
January 2020 to August 2021 were analyzed retrospectively and followed up. Ten patients were treated
with venetoclax and azacytidine, and the other four patients were treated with venetoclax and decit-
abine. Results There were 5 cases with curative effect of complete remission ( CR) or morphological
CR with incomplete recovery of platelet count, (CRi) , 3 cases with partial remission (PR) and 6 ca-
ses with no remission (NR). Bone marfow, suppression occurred in all the patients after treatment,
and pulmonary infection was observed in 6%cases. Conclusion The prognosis of patients with re-
lapsed or refractory AML is poor.’ Venétotlax combined with hypomethylated drugs has a significant
effect in some patients, which(ean achieye the CR result, and has better tolerance.
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