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Abstract; Objective To investigate the experience in treating children with chronic myelogenous leukemia ( CML) with Imatinib.
Methods Two children with acute lymphocytic blast crisis of CML treated with oral Imatinib were included in the study,who were
admitted to Department of Pediatric Hematology , Anhui Provincial Cancer Hospital from August 2015 to June 2016. The hematological
response (CHR) time was counted,and the bone marrow cytology, fusion genes and chromosomes were reviewed regularly. Children
with CML were determined to receive chemotherapy with “Dasatinib + modified VDLP" regimen after acute lymphocytic blast crisis,
and to actively undergo allogeneic hematopoietic stem cell transplantation ( HSCT) after bone marrow remission. Results  The two
patients reached CHR on the 18th day and the 33rd day after the oral administration of Imatinib, respectively. After 1 year, the Ph
chromosome did not turn negative , and the patients developed acute lymphocytic blast crisis. After the determination of acute lympho-
cytic blast crisis in children with CML, chemotherapy with “Dasatinib + modified VDLP” regimen was given,and the bone marrow

was relieved ,and both cases of HSCT were successfully completed. Conclusions After acute lymphocytic blast crisis occurred dur-

ing Imatinib treatment of children with CML, Dasatinib and modified VDLP chemotherapy were used,and HSCT was given. The prog-

nosis of the children was good.
Key words: Chronic myelogenous leukemia (CML) ;  Child;
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