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Tangential migration




Noni-radially: migratingl neurens are generated in
the ganglionic eminence (subpallial telencephalon)

embryenic telencephalen
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Cortical Development

Cellular Proliferation
Neuroblast Migration
Cellular Differentiation
Programmed cell-death




e normal human corex Is the result of

COMPIEX; PreCISE tImed SEqUERCES) Of
PIOCESSES lakinglplace duiing
EMBI/GEENESIS.
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Maliermations ol Cortical
Development:
MCD
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Malformations of Cortical Development

absent or abnormally
broad gyri: lissencephaly

excessive folding
of an abnormally
thin cortex

Areas of
atypical
cortical
structure

misplaced neurons; may serve as
foci for epileptogenic activity;
wide spectrum from isolated
nodules to“band”’ heterotopia

Copp and Harding 1999




Incidence of MCD

Wolf et al. (1993) (216 consec. pts.)

Vinters et al. (1999) ( 60
Frater et al. (2000) (133
“C. Munari” Center (2001) (390

“C. Munari” Center (2006) (500
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* Heterotopia (Band and Periventricular)
* Dysgenesis of the cortical mantle (Cortical Dys@aMicrodysgenesis

neurons in the molecular layer
marginal glioneuronal heterotopiga| ayer |
persistent subpial granular layer
persistent Cajal Retzius cells

laminar disorganization
neuronal cytomegaly
cytoskeletal abnormalities
balloon cells change
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o= WpeTATselatediarchitectunal abnermaliiesi(dysliamination)
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STRUCTURAL
ABNORMALITIES

CYTOLOGIC
ABNORMALITIES




Eecal Coricalibysplasia(ECh)

TYpEIA Type B




Patient RERE IVRE AN (Architectual Bysplasia)
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FCD Type IB (Cytoarchitectural)
aspecific MRI




Cytoarchitectural (CD)

e disarray of cortical lamination
e giant and/or immature neurons

e ectopic neurons in the WM SMI 311

Thionin
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Typell B FCD
(Taylor’swith BC)
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Type Il FCD (Taylor’s)

* disarray of cortical lamination
» dysmorphic neurons
* ballooned cells (+/-)

NoemmalSCoex




IVpellis@rayior s Bysplasia)

Normal cortex Dysmorphic neurons
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Balloen cells
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e | EEFelon) PAVs olzls)fel




M.M.

Interictal activity
during wakefulness,
electrode J
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Z.M. Wakefulness




C.Silvia veglia

C.Silvia sonno
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15001 patients operated on for intractableepllepsytahe
SC Vunan = Eplepsy, Suigen Cene=IViianer-lzly,

Lesions

Tumors
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S500) patients operated on for intractablerepilepsyidahe
@ Vunan = Eplepsy, Suigen Cente=IViizanor-lzly,

Vialionmatons, o Cortical Development (MEDI  -Siie o SUrgeny)
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00 patients epeaied eniorintEcianiereplepsyiane
@ Vunan = Eplepsy, Suigen Cente=IViizanor-lzly,

Vialiormations o Certicall Development (Suraical oUut@me)
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CONCLUSION
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