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Advances in Research on Treatment-free Remission of Chronic Myeloid Leukemia

LIU Xiaoyan, ZENG Piaorong, LI Junjun(The First Affiliated Hospital of University of South China, Hengyang 421001,
China)

ABSTRACT: With the introduction of tyrosine kinase inhibitor(TKI), the treatment of chronic myeloid leukemia(CML) has
made unprecedented breakthroughs, greatly improving the survival and prognosis of patients with CML. Many clinical trials
currently have shown that some patients with CML, after receiving TKI treatment and maintaining a deep molecular response,
can be successfully discontinued after several years. This article mainly summarizes the clinical trials of TKI in the treatment of
CML patients who stop taking drugs after after receiving deep molecular remission, and how to grasp safe withdrawal and

achieve treatment-free remission.

KEYWORDS: chronic myeloid leukemia; tyrosine kinase inhibitor; withdrawal; treatment-free remission
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Tab.1 Discontinuation trials of tyrosine kinase inhibitor
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STIM1 100 &R >3 4E MR4.5 CMR 2% 38%(60 N H)
TWISTER 40 e >3 4 MR4.5 MMR %% 47.1%24 A~ H)
ISAV 108 o4 E e >3 4E MR4 5 MR4.5 MMR %% 48.1%(36 I~ H)
JALSG-STIM213 68 &R >3 4E DMR>2 4E MMR %% 64.6%(36 ™ F)
DOMEST 99 FLE e >3 4F MR4>2 4 MMR %2k 64%((24 N~ H)
DADI 63 BB JRE RN Z&IRTT >3 4F MR4>1 4F MR4 2%k 44%36 N H)
ENESTfreedom 190 JRIs & BIEN—ERIRTT > 4 MR4.5>1 4E MMR % 48.9%(24 4~ H)
ENESTOP 126 Jeik & BB N ZIRTT >) 4 MR4.5>1 4E MR4 3% 53%(24 N H)
STAT2 78 Je s B e e RPN T > 4E DMR MMR %% 67.9%(12 ™ 1)
EURO-SKI 755 {EATRAL TKI >3 4E MR4>1 4E MMR 3% 50%((24 N H)
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