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%A, CP: B JTTh; SP: JRA; 1Z: whia)d; SVZ: W AT IR )2 VZ: AT IR)Z; RG: AR AR 2 B BT an s B: LN OGRS T 58 A2 02
ZAT AR, B Y R E ISR 2, BRS04 . E10. ElLL E12. El4. E174 56/ RIS E10. 11, 120 14, 17K,
A: key steps in cerebral cortex development: the proliferation and differentiation of neural precursors and the migration of neurons. PS: pial surface;
MZ: marginal zone; CP: cortical plate; SP: subplate; IZ: intermediate zone; SVZ: subventricular zone; VZ: ventricular zone; RG: radial glia; B: neurons
migration motif was showed using mice as model organisms. When development, cerebral cortex forms the endothecium first and then the strata exter-
num. E10, E11, E12, E14, E17 stand for the 10 d, 11 d, 12 d, 14 d, 17 d of the embryo state.
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Fig.1 The sketch map of cerebral cortex development
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Fig.2 The mTOR signaling pathway in connection with cerebral cortex heteroplasia
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Cortex Malformations
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Abstract

Brain cortex development is a very complicated process involving the self-renew, differentia-

tion, migration and maturation of neuronal stem cells. In the last several years, many factors including environment,

damage, genetics and others have been found to play roles in abnormal cortical development and cortex malforma-

tion disorders. It is therefore vital to fully understand the underlying molecular mechanisms of brain development

in order to make progresses in early diagnosis and treatment of related diseases. Here we concisely reviewed the

signaling pathways involved in normal cerebral cortex development, and the basic clinical features and genetic

mechanisms of eight different cortical malformations were summarized in detail. We hope that the review will be

helpful for investigators in the related fields.
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