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Clinical characteristics of agenesis of the corpus callosumin children with global developmental delay
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[Abstract] Objective To investigate the clinical characteristics of agenesis of the corpus
callosum (ACC) in children with global developmental delay (GDD). Methods A retrospective
analysis was conducted on children with GDD who were aumiffed to the Department of
Neurological Rehabilitation at Hebei Children’s Hospital from January 2021 to March 2024 and
had imaging findings suggestive of ACC. General demographic information, clinical
manifestations, laboratory findings, and neuroimaging data were collected. Based on cranial MRI
findings, ACC was classified into three types: thin corpus callosum, thick corpus callosum, and
hypoplastic corpus callosum. Additionally, patients were categorized into isolated and complex
ACC according to the presence or absence of other intracranial structural abnormalities. Clinical
indicators were compared among different groups. Results A total of 81 children with ACC were

enrolled, including 43 with thin corpus callosum, 17 with thick corpus callosum, and 21 with

[l H 112025 —09—05
(341 H ) 4 BOF % B I R BE 2= 00 % A A4 355 7 01 |

(ZF2024185)

(AR A 15T (1988 —) & b 22 A, il Jb 48 JL 3 B2 g &=

TR BRI, B 22 B L Mo LB R S A G2 IR BT 5T

* WIE/E#H . E-mail:yuelingd211@163.com



WAL BB R M HacE 11 + 1349 -

hypoplastic corpus callosum. No significant differences were observed among the three groups in
terms of sex distribution, microcephaly, seizure occurrence, abnormalities in visual evoked
potentials, neuron-specific enolase (NSE) levels, or comorbid congenital heart disease (CHD)
(P>>0.05). The distribution of adaptive behavior severity showed significant differences among
the groups (P <C 0. 05), with the hypoplastic corpus callosum group demonstrating a
predominance of severe developmental delay, significantly higher than the other two groups. The
detection rates of abnormal electroencephalograms (EEGs) and brainstem auditory evoked
potentials (BAEPs) were the highest in the hypoplastic group, with significant intergroup
differences (P<C0.05). Among the patients, 48 were classified as isolated ACC and 33 as complex
ACC. The complex group showed a significantly higher incidence of febrile seizures, abnormal
BAEPs, and congenital heart disease compared with the isolated group (P<0.05), and also had a
predominance of severe adaptive behavior deficits. Conclusion ACC is a common neuroimaging
abnormality in children with GDD. Different subtypes of ACC present with varying degrees of

adaptive behavior impairment and abnormalities in EEG and BAEPs. Clinical attention should be

given to the imaging classification

of ACC, as it has

important implications for

neurodevelopmental assessment and early intervention strategies.
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Table 2 Comparison of clinical characteristics between children with isolated ACC and those with complex ACC
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