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Brain injury after induction chemotherapy in children with acute lymphoblastic
leukemia

Z0U Dong-Fang, ZENG Hong-Wu, YU Jie, MAI Hui-Rong, YUAN Xiu-Li, WANG Li-Hong, LIAO Jian-Xiang, WEN Fei-
Qiu. Department of Neurology, Shenzhen Children's Hospital of Chongqing Medical University, Shenzhen, Guangdong
518038, China (Wen F-Q, Email: fwen62@126.com)

Abstract: Objective To investigate the changes in brain injury after the induction chemotherapy in children with
acute lymphoblastic leukemia (ALL) by cranial MRI. Methods The clinical data and cranial MRI results of 62 children
with ALL who were hospitalized from March 2014 to June 2015 were analyzed retrospectively. Results  Before
chemotherapy, MRI showed bone marrow infiltration of the skull in 33 patients (53%); the children with WBC <20x10°/L
had a significantly lower incidence rate of bone marrow infiltration of the skull than those with WBC >20x10°/L (16
patients/42% vs 17 patients/71%; P<0.05), and the high-risk group had a significantly higher incidence rate of bone
marrow infiltration of the skull than the non-high-risk group (71% vs 44%; P<0.05). Before chemotherapy, there were 4
cases (7%) of brain atrophy, and 2 cases (3%) of abnormal signals in the sensory conduction bundle. MRI reexamination
in 28 patients after 3 months of chemotherapy showed 3 new cases (11%) of brain atrophy and 1 aggravated case of brain
atrophy. Conclusions The children with ALL have bone marrow infiltration of the skull, brain atrophy, and abnormal
signals in the sensory conduction bundle before chemotherapy, especially bone marrow infiltration of the skull, and some
changes in brain injury disappear after treatment. [Chin J Contemp Pediatr, 2016, 18(3): 254-258]
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