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Table 1. The Incidence of Non-Seizure, Posttraumatic Seizure, Posttraumatic

Epilepsy by Severity of head trauma.

No. of Non-Seizure(%) No. of PTS(%)

No. of PTE(%)

n=333 n=18 n="7

Mild" 49(14.7%) 6(33.3%) 0(0%)
Moderate' 279(83.8%) 10(55.6%) 4(57.1%)
Severe' 5(1.5%) 2(11.1%) 3(42.9%)

* Mild : GCS score, 13 to 15 or no brain CT abnormality and a brief hospital stay

T Moderate : GCS score, 9 to 12 or a GCS score above 12 and longer than

48-hour hospital stay, or brain CT abnormalities

¥ Severe : GCS score, below 9
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Table 2. Comparison of Clinical Characteristic between Non-Seizure and

Seizure Group

Non-seizure Seizure L .
Total(%) Significance
group(%) group(%)
Mal 214(64.3 17(68 231(64.5
Sex ae (64.3) (68) (64.5 0.707
Female 119(35.7) 8(32) 117(35.5)
<2 45(13.5 6(24 51(14.2
Age yr ( ) (24) ( ) 0.075
2-15yr 288(86.5) 19(76) 307(85.8)
Normal 152(45.6) 5(20) 157(43.9) <0.01
Abnormal
Neurologic Drowsy 175(52.6) 14(56) 189(52.8)
finding —-Stupor
Coma 4(1.2) 1(4) 5(1.4)
Hemiparesis 2(0.6) 5(20) 7(2.0)
. No 158(47.4) 2(8) 160(44.7) <0.01
Duration of
. <24hr 170(51.1) 19(76) 189(52.8)
unconsciousn
24hr-3day 4(1.2) 3(12) 7(2.0)
ess
>3day 1(0.3) 1(4) 2(0.6)
3-7 296(88.9) 18(72) 314(87.7) <0.01
GCS score 8-12 35(10.5) 4(16) 39(10.9)
13-15 2(0.6) 3(12) 5(1.4)
No 109(32.7) 11(44) 120(33.5) 0.9
Skull Yes
fracture Linear 203(61) 10(40) 213(59.5)
Depressed 21(6.3) 4(16) 25(7.0)
Normal 39(11.7) 6(24) 45(12.6) 0.02
. Abnormal
Brain .
oo Intracranial 223(67) 17(68) 240(67.0)
CT" finding .
Unilateral 3(0.9) 000) 3(0.8)
Extracranial 68(20.4) 2(8) 70(19.6)
Prophylati
;Op Y al ' No 124(37.2) 14) 125(34.9) <0.01
an ICOIEW sat Yes 209(62.8) 24(96) 233(65.1)
“P<0.05

feT computed tomography
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Table 3. Clinical Characteristics of the Posttraumatic Epilepsy Group.

Patient
1 2 3 4 5 6 7
Number
Age Byear 4month O9year 8year Gyear 3year Tyear
Sex Female Male Male Male Male Male Male
Seizure GTC GT GTC Status Partial GT GT
type epilepticus
Duration 1min 10min 20-30min 3hr 2-3min 1min 2-3min
Epileptogen
] ] lyear 1month 9month 2year lyear 2year 4month
esis period
Cbr cont
) Cbr cont Cbr cont Cbr cont Cbr cont Cbr cont
Brain Cbr cont ) T-SAH
o Acute cont—hge hydro- cont—hge facial ]
CT finding T-SAH quadri-
SDH cephalus palsy )
paresis
Skull .
No Depressed No No Depressed Depressed Linear
fracture
Neurologic . . . . . .
findi hemiplegia Stupor hemiplegia hemiplegia  Coma Stupor Drowsy
inding

Duration of
unconsciou <24hr <24hr 24hr-3d <24hr 24hr-3d <24hr <24hr

sness
GCS score 3-7 13-15 8-12 8-12 8-12 8-12 13-15
Abnormal Abnormal Abnormal
EEG Normal Normal slow slow Normal slow Normal
wave wave wave
F/U period 2year lyear Syear byear 2year 2.5year Byear

GTC, generalized tonic clonic; GT, generalized tonic; Chr cont, cerebral contusion;
T-SAH, traumatic subarachnoid hemorrhage; SDH, subdural hematoma; cont—hge,

contusional hemorrhage; GCS, glasgow coma scale; EEG, electroencephalogram.

_19_



350
300
250
00
150
100

50

e

MNon-seizure group  Seizure group

M Female

H Male

Fig. 1. Sex ratio of posttraumatic seizure

Seizure group

Epilepsygroup

W GTC
B Partial seizure

W Status
epilepticus

Fig. 2. Type of posttraumatic seizure

200

W Seizure group

ENon-seizure group

Mild Moderate

Severe

Fig. 3. Head trauma Severity of posttraumatic seizure

_20_




Abstract

Posttraumatic epilepsy in children

Hwa Young Jee
Department of Medicine
The Graduate School, Yonsei University

(Directed by Professor Byung Ho Cha)

Posttraumatic epilepsy (PTE) is a major complication of traumatic brain
injury (TBI), presenting with variable latency of onset and course.

PTE occurs in up to 15-20% of patients with severe brain trauma. Penetrating
brain injury 1is associated with a rnisk of posttraumatic epilepsy of
approximately 502, whereas nonpenetrating head injury may produce focal
contusion and intracranial hemorrhages and is associated with a risk of up to
309%. PTE accounts for approximately 5% of epilepsy in the community.

In general, the incidence of posttraumatic seizure (PTS) and epilepsy varies
with the severity of the brain injury, neurologic finding, neuroradiologic finding
and age.

The medical records of 377 children with head trauma under 15 year old, who
were admitted to the Wonju Christian Hospital, from January, 2000 to
December, 2005 were retrospectively reviewed. Among them, 358 patients were
included in this study. The patients were divided to non-seizure, PTS. In this
study, PTE of PTS is defined as one or more seizure occurring late (e.g. at
least 1 month) after TBI. The injuries were classified to mild (Glasgow Coma

Scale score, GCS score 13 to 15 or no brain abnormality and brief hospital
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stay), moderate (GCS score, 9 to 12 or a GCS score above 12 and longer than
48-hour hospital stay, or brain CT abnormalities) and severe (GCS score,
below 9). The variables such as age, sex, type of seizure, GCS score, initial
neurologic finding, duration of unconsciousness, brain CT scan finding and
anticonvulsant therapy were analyzed for risk factors of PTS.

The PTS was developed in 25(7.0%) patients, 7(2.8%) patients among them
had epilepsy. The risk factors of PTS were initial neurologic finding(
hemiplegia, coma), duration of unconsciousness, GCS score (under 12 score),
abnormal brain CT scan finding.

The age of PTE is average 548 t 3.01 vears old and sex ratio is 6:1(male:
female). The type of seizure are that six are generalized, one partial and one
status epilepticus. On brain CT finding, all 7 patients of PTE present brain
contusion. The four of them have skull fracture, four hemiplegia, five cerebral
hemorrhage. The four patients of PTE did brain operation.

We concluded the incidence of PTE was lower than expected. A large
population studies will be necessary for understanding of the risk factors of

PTE.

Key words : Posttraumatic, Epilepsy, Seizure
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