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Abstract: Objective To investigate the expression of mitochondrial DNA copy number in children with
cerebral palsy, so as to explore its clinical value in children with cerebral palsy. Methods This study selected
a total of 50 children with cerebral palsy (cerebral palsy group) diagnosed in the Department of Child Health
Care and Rehabilitation in The Affiliated Hospital of Youjiang Medical University for Nationalities from Janu-
ary 1, 2020 to December 31, 2020. Droplet Digital PCR (ddPCR) was employed to detect their mitochondrial
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DNA copy numbers. At the same time, 100 healthy children were selected as healthy control group and their
mitochondrial DNA copy numbers were detected by ddPCR. Logistic regression analysis and receiver operating
characteristic curve (ROC) were adopted to analyze the correlation between mitochondrial DNA copy number
and cerebral palsy as well as the diagnostic value of mitochondrial DNA copy number in cerebral palsy. Re-

sults According to the statistical analysis of mitochondrial DNA copy number in terms of gender. ethnic

groups and age, the mitochondrial DNA copy number of the cerebral palsy group was higher than that of the
healthy control group, and the differences were statistically significant ( P <{0. 05). However, there was no
significant difference in mitochondrial DNA copy number among different genders, ethnic groups or ages in the
same group ( P >>0.05). There was no statistically significant difference in mitochondrial DNA copy number a-
mong different types of cerebral palsy ( P >>0. 05). After adjusting risk factors related to cerebral palsy, Lo-
gistic regression analysis showed that the expression of mitochondrial DNA copy number was associated with
cerebral palsy ( P <C0.05). ROC curve showed that the area under ROC curve for the diagnosis of cerebral pal-
sy by mitochondrial DNA copy number was 0. 834, and the optimal diagnostic cut-off value was 94. 620/cell.
The sensitivity and specificity of mitochondrial DNA copy number were 79. 00% and 78.00% , respectively.

Conclusion The mitochondrial DNA copy number of children with cerebral palsy is higher than that of normal

children. Mitochondrial DNA copy number has certain diagnostic value in children with cerebral palsy and pro-

vides a new index for early diagnosis of children with cerebral palsy.
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