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Change of interictal epileptiform discharges after antiepiletic drug treatment in childhood epilepsy

Mun Ju Kim, M.D. and Sang Ook Nam, M.D.

Department of Pediatrics, School of Medicine, Pusan National University, Yangsan, Gyeongnam, Korea

Purpose : Electroencephalography (EEG) findings can play a critical role in a variety of decisions, including initiation and
withdrawal of antiepileptic drugs (AEDs) therapy. Interictal epileptiform discharges (IEDs) are predictor of recurrent
seizures. We investigated IEDs in EEG after AED therapy and related factors in epileptic children.

Methods : The subjects were 257 children [151 males and 106 females; age, 6.79 (3.40) years; duration of therapy, 2.48
(1.85) years] diagnosed with epilepsy at the Department of Pediatrics, Pusan National University Hospital between January
2001 and December 2007, who received AEDs for more than 6 months. EEG was performed at the intervals of 6-12
months. We divided patients into 4 groups according to IED detection before and after AEDs treatment. Related clinical
factors, including gender, age at the start of treatment, seizure type, cause of seizure, AED frequency, seizure control,
duration of AED therapy, and background activity were investigated in the 4 groups.
Results : Generalized epilepsy was relatively frequen in patients who did not show IEDs in last follow-up EEG. There were
no clinically significant differences according to gender, age at the start of treatment, cause of seizure, AED frequency,
seizure control, duration of AED medication, and background activity in the 4 groups (P>0.05).

Condusion : IEDs changed after AED treatment in one-third of the patients. Generalized epilepsy is positive factor for
negative IEDs in last follow-up EEG. (Korean J Pediatr 2010;53:560-564)
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Table 1. Characteristics of Patients (n=257)
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Clinical characteristics No. (%)
Gender

Male 151 (58.0)

Female 106 (42.0)
Age at start of treatment (yr) 6.79+3.40*
Type of seizure

Generalized 72 (28.0)

Partial 185 (72.0)
Etiology

Idiopathic 184 (71.6)

Symptomatic 73 (28.4)
Number of AEDs

Monotherapy 158 (61.5)

Polytherapy 99 (38.5)
Seizure control

Control (+) 221 (86.0)

Control (=) 36 (14.0)
Background activity

Normal 202 (78.6)

Abnormal 55 21.4)
Duration of AED medication (yr) 2.48+1.85*

*Mean£SD

Abbreviations : No, number; AED, antiepileptic drug
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initial EEG IED (+)
n=176 (68.5%)

last F/U EEG
IED (+)

n=110 (42.8%)
Group 1

total n=257 ‘
initial EEG IED ()
n=81 (31.5%)
last F/U EEG last F/U EEG last F/U EEG
IED () IED (+) IED ()
n=61 (23.7%) n=20 (7.8%) n=66 (25.7%)
Group 2 Group 3 Group 4

Fig. 1. Classification of subjects according to their IEDs in the initial EEG and last F/U EEG.
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Table 2 Comparison of Clinical Features of Patients in 4 Groups
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Group
Clinical features P value
1 2 3 4

Age at initial treatment (yr) 6.96+3.10* 6.90+2.81* 5.08+2.85* 6.94+4.32* 0.135
Duration of AED medication (yr) 2.42+1.81* 3.06+1.80* 2.75+1.94%* 1.95+1.81* 0.007
Type of seizure

Generalized (n=72) 20 (18.2%) 19 (31.1%) 4 (20.0%) 29 (43.9%)

Partial (n=185) 90 (81.8%) 42 (68.9%) 16 (80.0%) 37 (56.1%) 0.002
Etiology

Idiopathic (n=184) 82 (74.5%) 49 (80.3%) 11 (55.0%) 42 (63.6%)

Symptomatic (n=73) 28 (25.5%) 12 (19.7%) 9 (45.0%) 24 (36.4%) 0.057
Gender

Male (n=151) 66 (60.0%) 37 (60.7%) 12 (60.0%) 36 (54.5%)

Female (n=106) 44 (40.0%) 24 (39.3%) 8 (40.0%) 30 (45.5%) 0.083
Number of AEDs

Monotherapy (n=158) 63 (57.3%) 45 (73.8%) 11 (55.0%) 39 (59.1%)

Polytherapy (n=99) 47 (42.7%) 16 (26.2%) 9 (45.0%) 27 (40.9%) 0.156
Seizure control

Control(+) (n=221) 90 (81.8%) 58 (95.1%) 17 (85.0%) 56 (84.8%)

Control(-) (n=36) 20 (18.2%) 3 (4.9%) 3 (15.0%) 10 (15.2%) 0.119
Backgroud activity

Normal (n=202) 80 (72.7%) 49 (80.3%) 15 (75.0%) 58 (87.9%)

Abnormal (n=55) 30 (27.3%) 12 (19.7%) 5 (25.0%) 8 (12.1%) 0.117

*Mean+SD
Abbreviations : No, number; AED, antiepileptic drug
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