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Schematic showing cortical architecture in classic lissencephaly.
In complete lissencephaly (agyria), a large cell-sparse zone

(open black arrow) separates the molecular layer (layer |) and

an outer cortical layer (layers Ill, V, VI in figure) from a thick eSS P: posterior predominance

deeper layer of disorganized neurons. In incomplete AR A: anterior predominance

lissencephaly (pachygyria), the outer cortical layer is thicker,

the cell-sparse zone (black arrow) thinner, and the inner Forman MS, Squier W, Dobyns WB, Golden JA. Genotypically defined lissencephalies show

cortical layer smaller. distinct pathologies. J Neuropathol Exp Neurol. 2005;64:847-57.
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early embryonic (a) to late fetal period (g)
Kostovic |, et al. Neural histology and neurogenesis of the human fetal and infant brain. Neurolmage 2019;188:743-73.
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Raybaud C, Widjaja E. Development and dysgenesis of the cerebral cortex: malformations of cortical development. Neuroimaging Clin N Am 2011;21:483-543.
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Takanashi J, Barkovich AJ. The changing MR imaging Unlayered cortex (7Two-/ayer)
appearance of polymicrogyria: a consequence of Four—layered cortex

myelination. AJNR 2003;24:788-93. « Parallel four—layered cortex
« Miniature gyri

Jansen AC, et al. The histopathology of polymicrogyria: a series of 71 brain Poorly laminated

autopsy studies. Dev Med Child Neurol 2016;58:39-48.
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