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The traits and therapy of diffuse axonal injury in children:a review of 26 cases. /IN Wen, HU Kai-giang,
LIU Zhao-he, et al. Department of Neurosurgery,Shanxi Children’ s Hospital , TaiYuan,030013, China

[ Abstract] Objetive To explore the pathogenesis, traits and therapeutic methods in children who sub-
jected to diffuse axonal injury( DAT). Methods Twenty-six children with DAI from July 2008 to January 2014
were retrospectively analysised and followed up. The process of diagnosis, therapeutic methods and prognosis
were recorded. Results 17 children were cured basically. 3 cases were dead and 1 vegetative state ,5 had dif-
ferent extent complications. Conclutions The causes of DAI in children are different from adults, the most

common factor is high-falling injury, whereas the children DAI have a better fatality rate, the early diagnosis and

active treatment may lead to a good result.
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