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Abstract Objective: To observe the effect of ATO on the proliferation of FIK1" CD34 "~ chronic myeloid leuke-
mia (CML) stem cells,and determine whether ATO alone could maintain remissions achieved by a prior therapy
with tyrosine kinase inhibitor. Method: We isolated FIK17CD34~ CML stem cells from the bone marrow of newly
diagnosed CML and analyzed the effect of ATO on cell cycle,apoptosis and the gene expression of P53 in FIK1™
CD34~ CML stem cells. We observed remission status and adverse events of ATO used alone in 6 patients who had
been pretreated with imatinib and got complete cytogenetic response. Result: ATO could inhibit the proliferation of
FIK1" CD34 CML stem cells. After treatment with ATO,the cells in GO/G1 phase increased and those in S phase
decreased. Furthermore, ATO could induce apoptosis of FIK17CD34~ CML stem cells and increase remarkably the
expression of P53 gene. After the application of ATO for 6 cycles.all the 6 patients remained complete cytogenetic
remission. Furthermore,all the adverse events were modest and responded to symptomatic treatment. Conclusion:
Treatment with ATO in patients with CML may have a good result without obvious ATO-related toxicities,and it
gives a new way to cure CML without tyrosine kinase inhibitor.
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