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Progress and prospect of tyrosine kinase inhibitors in the treatment of children
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Abstract : Chronic myeloid leukemia (CML) is relatively rare in children. Due to the lack of data specific to
children with CML,the management of children with CML generally follows the guidelines for adult CML pa-
tients, Children may exhibit more aggressive features of the disease compared to adult patients. Tyrosine ki-
nase inhibitors (TKI) have shown good efficacy and safety in children with CML, and its are the first-line
choice for the treatment of CML children. This article reviews the main biological and clinical characteristics,
prognostic scores, TKI selection,efficacy,effects on growth and development and TKI discontinuation in chil-
dren with CML. TKI selection in children with CML compared to adult CML patients still needs to be ex-
plored. Children with CML are in a special growth period,and attention should be paid to the effects of long-
term medication on the growth and development of children in the course of treatment. In children with CML,
there are few data on TKI discontinuation studies, and large sample and prospective studies are needed. At
present,there is no clear consensus on the treatment of children with CML. Optimizing TKI treatment strate-
gy,searching for new therapeutic drugs and combining drugs are new directions for the treatment of children
with CML.
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