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Abstract

Anticonvulsant drug (AED) treatment in epileptic children should be optimized 
through the anticipation of AED effectiveness at the beginning of the treatment. 
Researchers thought that the complex EEG analysis should identify the AED 
treatment’s output in children with epilepsy. The research purpose is to study the 
different EEG pattern bases on AED treatment. A total of 43 patients with ages 
of 3–9 years were studied. Three EEGs’ registration took place: before valproic 
acid-depakin (Dep) treatment, second (3 months), and third (6 months) after 
treatment. The background EEG pattern was investigated as a quantitative [abso-
lute power spectra (APs)] and brain mapping. In addition, epileptiform EEG and 
the clinical characteristics of patients were evaluated. Valproic acid reduces Aps 
in high-amplitude slow waves and spontaneous epileptic patterns decrease and 
spike-wave complex (3/s) reduces; spikes-polyspikes, sharp waves, and generalized 
paroxysms during functional tests decreased. The rhythmic monomorphic theta 
waves (RMT) of tempo-parietal region were studied using brain mapping. The 
RMT correlated with the recurrence of seizures if Dep was withdrawn. The AED 
treatment effectiveness had been shown by decreases of slow waves and suppres-
sion of epileptiform EEG pattern and clinical improvement. The effective AED 
therapy should consider the analysis of the base EEG pattern, power spectra, and 
EEG mapping.
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1. Introduction

Depakin is an anticonvulsant drug (AED) [1, 2] according to the International 
League Against Epilepsy (ILAE) recommendations [3, 4]. Depakin increases the 
GABA-ergic inhibition in the neuronal networks of the CNS [5]. VPA derivative 
depakine (Dep) [6] exerts a combined influence on the brain’s neurons. It increases 
the GABA content through GABA transfers inhibition, reducing the reuptake of 
GABA in the brain tissue and activating the GABA receptors. [5].

The EEG study during Dep treatment depends on the form of epilepsy [7]. 
EEG investigation in pediatric population during Dep treatment should be con-
sidered as a better approach [8–10] as brain malination is not completed [11–13]. 
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Moreover, nowadays no data base analysis is done to study the correlation between 
EEG and AED treatment [14]. Another problem is that there are more data on the 
EEG morphology compared to the quantitative EEG analysis [15–18].

A quantitative analysis of the EEG should reflect the effectiveness of the 
AED treatment since the EEG disorders are connected with clinical exacerbation 
[14, 19–21]. Thus, this work’s purpose is to investigate the alteration of EEG in 
epileptic children during AED treatment.

2. Materials and methods

2.1 Epileptic children

Forty-three patients with ages of 3–9 years and with different forms of epilepsy 
were recruited. Three EEGs’ registration took place: before treatment, second 
(3 months), and third (6 months) after treatment with valproic acid-depakin 
(Dep), 30–50 mg/kg treatment. They appealed at the Center of Experimental 
Biomedicene.

The diagnosis was done based on the International Classification of Epilepsy 
and Syndromes [4], clinical history, and neurological and MRI investigations. 
Classification of patients by seizure types and epileptic syndromes accurately 
identified the patients at risk for Dep-exacerbated epilepsy [22, 23]. Study involved 
both EEG and clinical analyses. Patients were characterized for the Dep dose, type 
and frequency of seizures, and EEG and Dep plasma levels [24, 25], both before 
and during the treatment. Out of 45 patients who received treatment, three of 
them developed undesirable effects. Although the physician adjusted the Dep dose, 
it did not improve the clinical outcome in two patients. Thus, these patients were 
excluded from the study. In summary, the present study included only 43 children 
of 3–9 years of age (Table 1).

The EEG investigation followed international performance standards [26] as 
part of the prescribed therapy plan. This plan was also approved by the parents and 
institutional ethics committee.

2.2 The EEG recording and methods of analysis

All patients underwent EEG recording three times: once—before administration 
of Dep (first visit) and twice—during Dep treatment, (i) 3–4 months later (the 
second visit) and (ii) 6–8 months later (the third visit).

The EEG registration was done with closed and open eyes. Functional test was 
performed with rhythmic photostimulation; hyperventilation and registration were 
ended with closed eyes. The duration of registration was 35–55 min.

The EEG signals were digitally recorded using a set of 19 scalp electrodes accord-
ing to the International 10–20 system [26] and ENCEPHALAN 131–03, professional 
version “MEDICOM.”

For an individual patient, a 10 s, artifact-free EEG pattern was analyzed.
A qualitative assessment of the EEG characteristics was performed in accor-

dance of the age standards [27].
A quantitative EEG pattern of signal processing and the power spectrum was 

obtained for each lead. The spectral analysis was used to calculate the absolute value 
[28] of power (AVP, μV^2s) within six frequency bands: delta (0.5–4.0 Hz), theta-1 
(4.0–6.0 Hz), theta-2 (6.0–8.0 Hz), alpha (8–13 Hz), beta-1 (13–24 Hz), and beta-2 
(24–50.8 Hz) (Figure 1).
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Alpha, beta, delta, and theta frequency bands were characterized by the wave 
amplitude, stability, and domination area.

Brain topography was conducted for the quantitative study.

Number of patients 43 (26 male, 17 female)

Age (year)

 Mean ± SD 5.3 ± 1.23

 Range 2.11–8.10

Onset of epilepsy

 Age (year) 4.3 ± 1.1

 Range 2.00–5.37

Interval from the first to second seizures

 <1 week 3

 1 week–1 month 14

 1 month–1 year 21

 >1 year 3

 Unknown 2

Seizure types

 GS

  ABS 14

  TN 5

  CL 7

  TN-CL 8

 PS

  SPS 2

  CPS 3

  PSG 4

Etiology

 Post-traumatic 2

 Perinatal 18

 Neonatal 5

 Febrile 8

 Unknown 10

EEG findings

 Generalize 20

 ABS 13

 Focal (sharp waves, spikes, SW, etc.) 5

 PSG 5

GS: generalize seizure; ABS: absence; SPS: simple partial seizure; CPS: complex partial Seizure; and PSG: partial, 
sometimes with secondarily generalization.

Table 1. 
Characteristic of patients.
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2.3 Statistical analysis

Statistical significance for each endpoint measures was assessed using Mann–
Whitney U-test (BIOSTAT). The data obtained before treatment served as a 
baseline for assessing the dynamics of EEG characteristics during treatment. Thus, 
each subject served as its own control in the evaluation of EEG during treatment. 

Figure 1. 
Dynamics of absolute values of power spectra (AVP) at different stages of treatment. Summarizes results 
obtained from the quantitative analysis of the EEG dynamics, total of AVP (TAVP), and below the AVP of 
different frequency bands. X-line: F-frontal, C-central, T-temporal, O-occipital, and P-parietal regions of 
the brain cortex. Black columns—before treatment, shaded columns—3 months, and white columns—6 months 
after the initiation of Dep treatment. Y-line: power value—μV^2s.
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The changes in the EEG characteristics were assessed using Wilcoxon signed-ranks 
test [29]. The significance was set at p < 0.05.

3. Results

EEG before administration of Dep can be described as the deceleration of the 
background EEG due to augmentation of the high-amplitude poly- and monomor-
phic waves within the low-frequency range. Quantitative spectral analysis (brain 
mapping) of interictal EEG revealed that, in the total EEG spectrum, the most 
dominant are the oscillations of 3–8 Hz with a prevalent amplitude of 60–120 μv.

Dep reduced the amplitude in the low-frequency range (p < 0.05).

3.1 Qualitative EEG study

The qualitative analysis revealed that the Dep therapy reduced the number 
of spontaneous paroxysmal discharge (by 76%) in the resting EEG and sup-
pressed primarily the typical epileptiform complexes of spike-waves (SW) (3/s) 
(absence) [30, 31].

3.2 Quantitative EEG study

The quantitative analysis showed reduction of frequency (p < 0.05).
The Aps dynamics revealed the reduction of the incidence of low-frequency 

waves (p < 0.05), especially this effect was more prominent for the theta range.
Following the initial reduction of APs’ alpha activity, especially in the occipital 

region (p < 0.05), this index did not show any further decline (p < 0.05).
Dep treatment produced a decreased brain activity within the range of beta 

(p < 0.05) [32].
The presence of a rhythmic monomorphic mid−/high-amplitude theta waves 

despite clinical improvements (seizure-free and no epileptiform EEG correlates) 
can provoke seizures after the Dep withdrawal. Seizures recurred due to not only 
Dep withdrawal but also due to dose reduction in patients. This aggravation of 
epilepsy was found in 64% of patients [33–35]. The rhythmic monomorphic mid−/
high-amplitude theta waves can be observed using brain mapping and power 
spectra. Such a pattern is not visible in the visual EEG observation.

Dep therapy did not show a EEG clinical aggravation that was diagnosed with 
the criteria of Genton and McMenamin [33].

Dep treatment decreased the number of seizures. The clinical signs and EEG 
pattern are described in Table 2.

Clinical follow-up EEG

Complete 

normalization EEG

Improve 

EEG

No EEG 

change

EEG 

worse

Total

Clinical improvement 

number (%)

33 (80%) 8 (18%) 1 (2%) 42

No clinical change number (%) 1 (2%) 1

Clinical aggravation number (%)

Total number (%) 33 (80%) 8 (18%) 2 (3%) 43

Table 2. 
Clinical outcome and EEG record in 46 patients.
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4. Discussion

Antiepileptic therapy in children can be optimized via the anticipation of 
the efficacy of AED during the early stages of therapy. Since EEG provides rich 
information about the brain activity, we hypothesized that the comprehensive 
EEG evaluation during Dep therapy in the children with epilepsy can be a sensitive 
indicator of the efficacy of the treatment.

Dep therapy induced decreases of APs of low-frequency waves, which is an 
indicator of reducing of CNS excitation. Dep reduces beta bends in the posterior 
lobes, which is related with the CNS dysfunction [32].

Dep reduces spike-waves (3/s), which is related to the absence of epilepsy that 
is triggered from the thalamocortical pathway. Dep was considered as an effective 
drug in such cases [31, 36, 37].

Dep does not have an effect on irregular single spike-wave complexes, 
sharp waves, spikes-polyspikes, and paroxysmal bursts provoked by func-
tional trials. These cases reflect certain specificity of epileptogenesis [7, 38]. 
Dep differently acts on the generation of epileptiform elements with various 
morphologies—particularly, it suppresses SW complexes (3/s) but does not 
have a good effect on irregular single spike-wave complexes, sharp waves, 
and spikes. Such a picture allows us to suggest the differences in the morphol-
ogy of epileptiform elements that may reflect different neurophysiological 
and neurochemical mechanisms [3, 7, 39]. Revealing of selectivity represents 
certain theoretical and practical interests as it can serve as an indirect evi-
dence of assumptions in the genesis of various epileptiform EEG elements and 
accordingly different types of epileptic attacks [39, 40]. Other researchers like 
Truccolo et al. [41] apparently pay attention to the morphological pictures of 
background EEG [13].

VPA was shown different activity and is not effective of any type of epilepsy 
[38]. The possibility of Dep treatment of non-epileptic paroxysmal conditions in 
children and adolescents [42–45] and the investigation of children with partial 
epilepsy during carbamazepine (CBZ) treatment were described in our previous 
investigation [46].

Brain mapping revealed the essential prognostic value of morphology of the 
theta waves and its distribution upon the cortical surface. The EEG pattern was 
revealed before treatment initiation and was persistent during Dep therapy. The 
presence of rhythmic monomorphic mid-/high-amplitude theta waves on the EEG, 
especially of the temporoparietal regions, despite clinical improvements (seizure-
free and no epileptiform EEG correlates) may suggest the possible recurrence 
of seizures after withdrawal of Dep. Not only withdrawal but even reduction of 
doses can lead to a recommencement of the attacks in this group of patients. Such a 
feature of VPA suggests that its antiepileptic effect is achieved via neurophysiologi-
cal and molecular mechanisms, which partly differ from the action mechanisms of 
other AEDs [33, 34]. Analysis of basic characteristics of EEG during the treatment 
suggests that the rhythmic monomorphic mid−/high-amplitude theta waves are 
predicting signs of aggravation. Such an EEG pattern is revealed based on the evalu-
ation of background EEG characteristics, spectral analysis, and EEG mapping using 
a quantitative EEG approach.

AED treatment should be done under a regular EEG control due to aggravation 
of the EEG pattern, which sometimes predicts the clinical signs of exacerbation 
[47, 48].

Reduction of slow wave concomitant with decreases of epileptiform pattern and 
clinical signs at 3 months after DEP treatment suggests that the treatment is effec-
tive in these cases [49].
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5. Conclusions

The EEG study suggests that the presence of rhythmic monomorphic theta 
waves with the tempo-parietal region should anticipate the recurrence of epilepsy 
in children with epilepsy, if the Dep dose would be reduced or if the Dep therapy 
would be withdrawn. The efficacy of Dep treatment should be correlated with 
decreases of high amplitude, low frequency, and suppression of epileptiform EEG 
parallel to the clinical improvement. Thus, optimal therapy suggests of evalua-
tion of baseline EEG, power spectra, and brain topography mapping using EEG 
methods.

Acknowledgements

The authors have no conflict of interest to declare.

© 2020 The Author(s). Licensee IntechOpen. This chapter is distributed under the terms 
of the Creative Commons Attribution License (http://creativecommons.org/licenses/
by/3.0), which permits unrestricted use, distribution, and reproduction in any medium, 
provided the original work is properly cited. 



8

Epilepsy - Update on Classification, Etiologies, Instrumental Diagnosis and Treatment

[1] Goodridge PMG, Shorvon SD. 
Epileptic seizures in a population of 
6000. II: Treatment and prognosis. 
British Medical Journal. 1983;l:645-647

[2] Hart YM, Sander JWAS, Johnson AL, 
Shorvon SD. National general practice 
study of epilepsy: Recurrence after a 
first seizure. Lancet. 1990;1:1271-1274

[3] Glauser T, Ben-Menachem E, 
Bourgeois B, Cnaan A, Chadwick D, 
Guerreiro C, et al. ILAE treatment 
guidelines: Evidence-based analysis 
of antiepileptic drug efficacy and 
effectiveness as initial monotherapy 
for epileptic seizures and syndromes. 
Epilepsia. 2006;47:1094-1120

[4] Comission on Classification and 
Terminology of the International 
League against Epilepsy. Proposal for 
revised classification of the epilepsies 
and epileptic syndromes. Epilepsia. 
1989;30(3):389-399

[5] Dichter MA, Brodie MJ. Antiepileptic 
Drugs. The New England Journal of 
Medicine. 1996;334(24):1583-1590

[6] Zenkov LR. Anticonvulsive 
pharmacotherapy may aggravate 
epilepsy course. Zhurnal Nevrologii 
i Psikhiatrii Imeni S.S. Korsakova. 
2005;105(10):52-54

[7] Stefan H, Fraunberger B. Valproate 
sustained release in the treatment of 
epilepsy. Fortschritte der Neurologie-
Psychiatrie. 2005;73:681-686

[8] Besser R, Hornung K, Theisohn M, 
Rothacher G, Kramer G. EEG 
changes in patients during the 
introduction of carbamazepine. 
Electroencephalography and Clinical 
Neurophysiology. 1992;83:19-23

[9] Miyauchi T, Endo K, Yamaguchi T, 
Hagimoto H. Computerized analysis of 
EEG background activity in epileptic 
patients. Epilepsia. 1991;32:870-881

[10] Kalviainen R, Aikia M, Partanen J, 
Sivenius J, Mumford J, Saksa M, et al. 
Randomized controlled pilot study 
of vigabatrin versus carbamazepine 
monotherapy in newly diagnosed patients 
with epilepsy: An interim report. Journal 
of Child Neurology. 1991;6(Suppl 2): 
60-69

[11] Fonseca LC, Tedrus GM, 
Chiodi MG, Cerqueira JN, Duran MH. 
Quantitative electroencephalography in 
children with benign childhood epilepsy 
with centrotemporal spikes: Analysis 
of band power. Arquivos de Neuro-
Psiquiatria. 2004;62:455-458

[12] Camfield P, Gordon K, Camfield C, 
Tibbles J, Dooley J, Smith B. EEG results 
are rarely the same if repeated within 
six months in childhood epilepsy. The 
Canadian Journal of Neurological 
Sciences. 1995;22:297-300

[13] Konishi T, Naganuma Y, Hongou K, 
Murakami M, Yamatani M, Okada T. 
Effects of antiepileptic drugs on EEG 
background activity in children with 
epilepsy: Initial phase of therapy. 
Clinical Electroencephalography. 
1995;26:113-119

[14] Perucca E, Gram L, Avanzini G, 
Dulac O. Antiepileptic drugs as a 
cause of worsening seizures. Epilepsia. 
1998;39(1):5-17

[15] Clemens B, Menes A, Piros P, 
Bessenyei M, Altmann A, Jerney J, 
et al. Quantitative EEG effects of 
carbamazepine, oxcarbazepine, 
valproate, lamotrigine, and possible 
clinical relevance of the findings. 
Epilepsy Research. 2006;70:190-199

[16] Salinsky MC, Oken BS, 
Storzbach D, Dodrill CB. Assessment 
of CNS effects of antiepileptic drugs 
by using quantitative EEG measures. 
Epilepsia. 2003;44:1042-1050

References



9

The Dynamic of EEG Characteristics in Epileptic Children during the Treatment with Valproic…
DOI: http://dx.doi.org/10.5772/intechopen.93574

[17] Neufeld MY, Kogan E, Chistik V, 
Korczyn AD. Comparison of the 
effects of vigabatrin, lamotrigine, 
and topiramate on quantitative EEGs 
in patients with epilepsy. Clinical 
Neuropharmacology. 1999;22:80-86

[18] Specchio LM, Beghi E. Should 
antiepileptic drugs be withdrawn in 
seizure-free patients? CNS Drugs. 
2004;18(4):201-212

[19] Schmidt D, Löscher W. 
Uncontrolled epilepsy following 
discontinuation of antiepileptic drug in 
seizure free patients: A review of current 
clinical experience. Acta Neurologica 
Scandinavica. 2005;111:291-300

[20] Salinsky MC, Oken BS, Morehead L. 
Intraindividual analysis of antiepileptic 
drug effects on EEG background 
rhythms. Electroencephalography 
and Clinical Neurophysiology. 
1994;90:186-193

[21] Herkes GK, Lagerlund TD, 
Sharbrough FW, Eadie MJ. Effects of 
antiepileptic drug treatment on the 
background frequency of EEGs in 
epileptic patients. Journal of Clinical 
Neurophysiology. 1993;10:210-216

[22] Trimble MR, Thompson PJ. Sodium 
valproate and cognitive function. 
Epilepsia. 1984;25:604

[23] Dreifuss FE, Langer DH, 
Moline KA, Maxwell JE. Valproic acid 
hepatic fatalities. III: US experience 
since 1984. Neurology. 1989;39:201-207

[24] Schneble H, König SA, Elger CE, 
Bergmann A. Recommendations for 
blood studies and clinical monitoring in 
early detection of valproate-associated 
liver failure. Klinik für Epileptologie, 
Universität Bonn Blutalkohol. 
1993;30(1):1-20

[25] Marvin M. Goldenberg. Overview 
of drugs used for epilepsy and seizures. 
Etiology, Diagnosis, and Treatment 
Pharmacy and Therapeutics. 2010;35(7)

[26] American EEG Society. 
Guidelines in EEG. Journal of Clinical 
Neurophysiology. 1994;11:1-143

[27] Benninger C, Matthis P, Scheffner D. 
EEG development of healthy boys and 
girls. Results of a longitudinal study. 
Electroencephalography and Clinical 
Neurophysiology. 1984;57:1-12

[28] Harmony T, Hinojosa G, Marosi E, 
Becker J, Rodriguez M, Reyes A, 
et al. Correlation between EEG 
spectral parameters and educational 
evaluation. The International Journal of 
Neuroscience. 1990;54:147-155

[29] Wilcoxon F. Individual comparisons 
by ranking methods. Biometrics 
Bulletin. 1945;1:80-83

[30] Manning JP, Richards DA, 
Bowery NG. Pharmacology of absence 
epilepsy. Trends in Pharmacological 
Sciences. 2003;24:542-549

[31] Panayiotopoulos CP. Absence 
epilepsies. In: Engel JJ, Pedley TA, 
editors. Epilepsy: A Comprehensive 
Textbook. Philadelphia: Lippincott-
Raven Publishers; 1997. pp. 2327-2346

[32] Niedermeyer E, da Silva FL. 
Electroencephalography: Basic 
Principles, Clinical Applications, and 
Related Fields. Philadelphia: Lippincott 
Williams & Wilkins; 2005. pp. 684-687

[33] Genton P, McMenamin J. 
Aggravation of seizure by antiepileptic 
drugs: What to do in clinical practice. 
Epilepsia. 1998;39:26-29

[34] Wu X, Xiao CH. Quantitative 
pharmaco-EEG of carbamazepine 
in volunteers and epileptics. Clinical 
Electroencephalography. 1996;27:40-45

[35] Salinsky MC, Binder LM, 
Oken BS, Storzbach D, Aron CR, 
Dodrill CB. Effects of gabapentin 
and carbamazepine on the EEG and 
cognition in healthy volunteers. 
Epilepsia. 2002;5(43):482-490

D:AppDataAppDataLocalAppDataMy%20DocumentsLocal%20Settingspmid:9834471
D:AppDataAppDataLocalAppDataMy%20DocumentsLocal%20Settingspmid:9834471
D:AppDataAppDataLocalAppDataMy%20DocumentsLocal%20Settingspmid:9834471
D:AppDataAppDataLocalAppDataMy%20DocumentsLocal%20Settingspmid:9834471


Epilepsy - Update on Classification, Etiologies, Instrumental Diagnosis and Treatment

10

[36] Holmes MD, Brown M, Tucker DM. 
Are “generalized” seizures truly 
generalized? Evidence of localized 
mesial frontal and frontopolar 
discharges in absence. Epilepsia. 
2004;45:1568-1579

[37] Sarkis RA, Loddenkemper T, 
Burgess RC, Wyllie E. Childhood 
absence epilepsy in patients with benign 
focal epileptiform discharges. Pediatric 
Neurology. 2009;41:428-434

[38] Stefan H, Lopes da Silva FH, 
Löscher W, Schmidt D, Perucca E, 
Brodie MJ, et al. Epileptogenesis and 
rational therapeutic strategies. Acta 
Neurologica Scandinavica. 2006;113:139

[39] Meeren HK, Pijn JP, Van 
Luijtelaar EL, Coenen AM, de Silva L. 
Cortical focus drives widespread 
cortithalamic networks during 
spontaneus absanse seizures in 
rats. The Journal of Neuroscience. 
2002;22:1480-1495

[40] Pinault D. Cellular interactions 
in rat somatosensory thalamocortical 
system during normal and epileptic 
5-9 Hz oscillation. The Journal of 
Physiology. 2003;552:881-905

[41] Truccolo W, Donoghue JA, 
Hochberg LR, Eskandar EN, Madsen JR, 
Anderson WS, et al. Single-neuron 
dynamics in human focal epilepsy. 
Nature Neuroscience. 2011;14:635-641

[42] Geladze N, Maloletnev V, 
Natriashvili G, Khachidze I, 
Kharatishvili I. Use of computer EEG 
for the assessment of the threshold 
of seizure readiness of the brain in 
epileptic children during interictal 
period: Collection of scientific works. 
Tbilisi State Medical University. 
2003;39:469-471

[43] Clemens B, Piros P, Bessenyei M, 
Hollody K. Lamotrigine decreases EEG 
synchronization in a use-dependent 
manner in patients with idiopathic 

generalized epilepsy. Clinical 
Neurophysiology. 2007;l(118):910-917

[44] Geladze N, Maloletnev V, 
Khachidze I, Gugushvili M. The 
possibility of using of depakine in 
the management of non-epileptic 
paroxysmal conditions in children 
and adolescents. Proceedings of 
the Georgian Academy of Sciences. 
2007;N6(33):341-347

[45] Khachidze I, Maloletnev V, 
Guguhvili M. Alteration of EEG 
characteristics in epileptic patients 
during the treatment with antiepileptic 
drugs. Journal of European College 
of Neuropsychopharmacology. 
2008;18:557

[46] Khachidze I, Gugushvili M, 
Maloletnev V. Analysis of EEG 
dynamics in epileptic children during 
carbamazepine therapy. Asian 
Biomedicine. 2010;4(1):37-49

[47] Hedstrom A, Olsson I. 
Epidemiology of absence epilepsy: EEG 
findings and their predictive value. 
Pediatric Neurology. 1991;7:100-104

[48] Massa R, de Saint-Martin A, 
Carcangiu R, Rudolf G, Seegmuller C, 
Kleitz G, et al. EEG criteria predictive 
of complicated evolution in idiopathic 
rolandic epilepsy. Neurology. 
2001;57:1071-1079

[49] Berg AT, Berkovic SF, Brodie MJ, 
Buchhalter J, Cross JH, van Emde 
Boas W. Revised terminology and 
concepts for organization of seizures 
and epilepsies: Report of the ILAE 
commission on classification and 
terminology, 2005-2009. Epilepsia. 
2010;51:676-685


