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Surgical Treatment of Intractable Epilepsy with Benign Brain Lesion

Dae-Hee Seo, M.D.", Seung-Chyul Hong, M.D., Ph.D 2,
Seung-Bong Hong, M.D., Ph.D.% and Dae-Won Seo, M.D., Ph.D.?
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Epilepsy surgery can be a safe, effective treatment for individuals
with intractable partial epilepsy. There is increasing evidence that

brain abnormalities in focal epilepsy are not restricted to a single area.

The longstanding debate around the relationship between structural
lesions and the epileptic zone remains unresolved.

Patients with DNT (dysembryoplastic neuroepithelial tumor),
which is an essentially benign tumor, can be cured by epilepsy sur-
gery-oriented approach. Cortical dysplasia is frequently associated
with DNT and seems to contribute to epileptogenic activity of DNT.
Surgical treatment should be aimed at removal of the associated
cortical dysplasia as well as DNT itself for ideal treatment of the
disease. Simple lesionectomy of cavernous angioma would relieve
seizures significantly, but not always. The concept of epilepsy surgery
needs to be recruited in the treatment of cavernous angioma with
seizures because diffusion of hemosiderin into the surrounding brain
tissue and formation of cortical scars can make epileptogenic areas.

Cortical dysplasia is a highly epileptogenic lesion constituting an
important cause of medically intractable epilepsy and surgery is a
treatment of choice in a selected group of patients. Identification and
complete resection of the lesion and ictal onset zone are necessary
to achieve a good surgical results. Intractable epilepsy accompanied
by benign brain lesions can be treated surgically using the entire
armamentarium of presurgical investigations. Deliberate resective
procedures aimed at complete removal of dysplastic tissue and epile-
togenically active areas on and around the lesion ensure excellent
seizure control without permanent neurologic deficit. (J Korean

Epilep Soc 2005:9(1):3-9)

KEY WORDS ! Intractable seizure - Epilepsy surgery - Dysem-
bryoplastic neuroepithelial tumor - Cavernous an-
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Figure 1. A : DNT (dysembryoplas-
fic neuroepithelial tumor! located
at left posterior femporal region.
3-D image guidance, electrocor-
ticography and brain stimulation
were performed for resection of the
lesion plus surrounding dysplas-tic |
tissue. B 1 DNT iocated af right pos-
terior inferior ternporal gyrus. Stan-
dard temporal lobectomy (STL)
plus lesionectomy was done to
remove dall iritatle areas (mulfiple
epileptogenic foci).
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Figure 2. A : Cavernous angioma located at right hippoc-

campus. Near-selective amygdalohippocampectomy  was
performed to save the temporal lobe function. B : Small ca-
vernous angioma located at right mediobasal temporal re-
gion. STL (standard temporal lobectomy @ anterior temporal
lobectomy with amygdalohippocampectomy including the
lesion) was performed after depth and subdual electrode in-
serfion and monitoring. C : Cavernous angioma located af
left superior temporal gyrus. Focal lesionectomy was done be-
cause there was no evidence of seizure onset or interictal spi-
kes from other brain regions.
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Figure 2. Continued.
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Figure 3. A : Focal corical dysplasia at right temporo-occi-
pital region. Surgical resection was performed by 3D-rende-
ring image guidance and electrocorticography. B : Cortical
dysplasia involving the left hippocampus. STL (standard tem-
poral lobectomy : anterior temporal lobectomy with amyg-
dalohippocampectomy including the lesion) was performed.
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