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Brain developmental diseases and pathogenic mechanisms
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Abstract: Development of the human brain is a strictly complex and precisely regulated process. Brain development
includes the proliferation and differentiation of neural progenitor cells, migration and maturation of neurons, myelination of
neuronal axons, synaptogenesis and organization of the neural circuits. Abnormalities of these developmental processes can
lead to severe malformation and dysfunction of the brain, which may result in brain developmental diseases which have a
high medical burden and have attracted global attention. Brain developmental diseases are typically divided into
two categories according to abnormal brain morphology and dysfunction: malformation of cortical development (MCD) and

neuropsychopathy. Microcephaly and autism spectrum disorder (ASD) are representative disorders of MCD and
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neuropsychopathy respectively. In this review, we summarize the progresses of these two typical and relevant brain
developmental diseases including the mechanism and etiology of their development, gene expression, symptoms, and
related to provide theoretical guidance for basic research and management and treatment.
Keywords: brain developmental diseases; microcephaly; autism; disease associated genes
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