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Influence of dasatinib treatment on body height in children with acute myeloid
leukemia
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Abstract: Objective To study the influence of dasatinib treatment on body height in children with acute myeloid
leukemia (AML). Methods A retrospective analysis was performed for the clinical data of 86 AML children aged
<17 years. According to the treatment regimen, these children were divided into a conventional chemotherapy group
and a dasatinib chemotherapy group. The 57 children in the conventional chemotherapy group were given conventional
chemotherapy drugs without tyrosine kinase inhibitor, and the 29 children in the dasatinib chemotherapy group were
given conventional chemotherapy drugs and dasatinib. The two groups were compared in terms of height standard
deviation score (HtSDS) at the beginning of treatment and after treatment, as well as the change in HtSDS after 1 and
2 years of treatment. Results  There was no significant difference in HtSDS between the conventional and dasatinib
chemotherapy groups before treatment. Within the first two years of treatment, the dasatinib chemotherapy group had a
similar change trend of HtSDS as the conventional chemotherapy group. Four children in the dasatinib chemotherapy
group reached the final adult height during follow-up, which was significantly lower than the target height (P=0.044). In
the conventional chemotherapy group, there was no significant difference between final adult height and target height.
In the dasatinib chemotherapy group, the children in adolescence had a significant change in HtSDS after treatment
(P=0.032). Conclusions Dasatinib treatment may affect the final height of children with AML, and the use of dasatinib
after the beginning of adolescence may lead to growth disorder, but dasatinib treatment has little effect on body height in
the short-term treatment. [Chin J Contemp Pediatr, 2020, 22(1): 47-52]
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413 P PER] [(%)] AR EE (%) LA STFRIAI HISDS
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e ReE 5k LB A K PG 2 2 W,
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BT 9O A, WK ERRSg ., 5
PXZILEMNAT THEEAR . R REREMA
R, 250K BAFAE GH s/, TGF-1 7K
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