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[ Abstract]

With increased surgical operation samples of intractable epilepsy, there are sufficient

cases for neuropathological study. Some new studies and consensus on classification of malformations of

cortical development or hippocampal sclerosis were proposed recently.

Moreover, researches using

molecular and genetic methods have provided new opinions for disease spectrum and pathogenesis of

epilepsy associated lesions. In the next few years, further studies on the molecular pathology and

epileptogenesis of the epileptic foci are necessary.
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Figure 1  Optical microscopy findings. PI3K - mTOR
signal transmission pathway phosphorylated S6 protein
showed strongly positive expression in the abnormal cells
of brain tissue with FCD. Immunohistochemical staining
(EnVision) x 400  Abnormal neurons in the lesion of
FCD Il a (Panel 1a). Balloon cells in the lesion of FCD Il b
(Panel 1b). Abnormal neurons in the lesion of FCD Il b
(Panel 1c).
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Figure 2 Optical microscopy finding of hippocampus. Immunohistochemical staining (EnVision) x40 Normal hippocampus (Panel
2a). Severe hippocampal sclerosis. Serious absense of neurons could be seen in CA1-CA4 regions. Thinning, scattering and double

displacement of granule cell layers were also seen (Panel 2b).
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Figure 1 A 41-year-old male patient had suffered left frontal headache for 2 months and came to clinic. MRI showed an occupying
lesion located in the left frontal lobe and genu of the corpus callosum. Postoperative pathological diagnosis revealed glioblastoma (WHO
IV). Sagittal T,WI showed an oval lesion with heterogeneous low-intensity signal located in the left frontal lobe and genu of the corpus
callosum with obvious peritumoral edema. The adjacent frontal horn of the lateral ventricle was compressed (Panel la). Axial T.WI
showed heterogeneous high - intensity lesion with cystic component within it (Panel 1b). Axial enhanced T/WI showed "ring"
enhancement and a relatively weak or unremarkable heterogeneous central enhancement which revealed the "pseudopalisade" sign (arrow
indicates, Panel lc). Axial cerebral blood volume (CBV) map showed significantly increasing perfusion in the edge of tumor (red areas
indicate), indicating obvious tumor vascularity (Panel 1d).
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