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[ Abstract] Craniosynostosis is a congenital cranial developmental disorder characterized by the prema-
ture fusion of one or more cranial sutures during infancy. This condition can lead to secondary complications
such as increased intracranial pressure ,neurodevelopmental abnormalities,and neuropsychiatric disorders , resul-
ting in impaired brain development and abnormal cranial shape. The mechanisms underlying craniosynostosis are
complex and influenced by multiple factors,including genetic, epigenetic , teratogenic agents,and environmental
factors. Early diagnosis of craniosynostosis often requires integrating genetic information, environmental factors,
and imaging parameters. Treatment primarily involves surgery,supplemented by orthotic devices to improve out-
comes through refined surgical techniques. This article reviews the molecular signaling mechanisms, epigenetic
factors, and recent advancements in the diagnosis and treatment of craniosynostosis.
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