2004 January/March, Volume 4, Issue 1

TBILISI STATE MEDICAL UNIVERSITY

Predictors of Outcome in Infantile Epileptic
Encephalopathy
Lia Khandareli

Center of Child Neurology and Neurorehabilitation, Tbilisi, Georgia

ABSTRACT

The aim of the study was to evaluate early predictors of long term outcome of infantile epileptic encephalopathy(IEE). 36
patients with IEE were followed for more than 4 years. Clinical features assessed were: occurrence of neonatal seizures,
neonatal background and ictal EEG, time of appearance of infantile spasms (IS), preexisted seizures and seizure evolution,
time period between seizure appearance and treatment. Neurodevelopment was assessed before IS and at age 5. Variables
were compared among groups according to the etiology (cryptogenic, prenatal, perinatal and postnatal). Predictors of poor
developmental outcome were severe background EEG abnormalities in neonatal period (p<0.05), seizures before IS (p<0.02),
early IS (p<0.05). Clinical type and ictal EEG of neonatal seizures did not influence developmental outcome and subsequent
seizure control. Developmental outcome of |IEE is diverse and is influenced by multiple factors: time and severity of brain injury,
time of appearance of IS, existence of neonatal seizures, early treatment strategy.
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epileptic syndromes with the following features:
early start (often within the first year), refractory to
rug treatment, and poor developmental outcome.

Epileptic encephalopathies are group of epilepsies or

The term infantile epileptic encephalophaties (IEE) is used
for epileptic conditions in which cognitive, behavioral and
other brain functions impaired as part of the underlying
disease process [1]. The etiology of IEE is multifarious, and
antenatal, perinatal, and postnatal causes can be
distinguished. In childhood they manifest by reduction of
developmental progress or loss of already acquired
cerebral function.

The treatment of IEE is aimed at correcting the underlying
cause, e.g. by comprehensive care including drug
treatment and epilepsy surgery [3].

The etiopathogenesis of a high percentage of IEE is
unknown and needs to be further investigated [2].

The purpose of the study was to evaluate early predictors
of long term outcome of infantile epileptic
encephalopathy (IEE).

MATERIALS AND METHODS

36 patients with IEE were followed for more than 4 years.
Clinical features assessed were: occurrence of neonatal
seizures, neonatal background and ictal EEG, time of
appearance of infantile spasms (IS), preexisted seizures
and seizure evolution, time period between seizure
appearance and treatment. All patients were assessed on
the basis of motor and mental development (Milani-
Comparetti Motor Development Screening Test for Infants
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and Young Children, Gross Motor Function Measurement,
Bayley Scales of Infant Development, Kaufman ABC)
before IS and at age 5. Variables were compared
among groups according etiology (cryptogenic, prenatal,
perinatal and postnatal).

RESULTS

In our study among 36 patients 25% were cryptogenic
cases, 75% symptomatic. Most frequent cause of IEE was
perinatal injury - 66.7%, postnatal and prenatal injures
occurred comparatively rare (18.5%, 14.8%). The
outcome was best in cryptogenic group - normal
development in 33% of cases, mild retardation in 22%
cases. In symptomatic group prevailed cases with
moderate and severe retardation - 74%, normal
development was observed in 11% of cases.

Predictors of poor developmental outcome were severe
background EEG abnormalities in neonatal period
(p<0.05), seizures before IS (p<0.02), early IS (p<0.05).
Good seizure control correlated significantly with early
treatment (p<0.05), appearance of spasms after 6 month
age, one seizure type (p<0.020). Refractory seizures
were observed mostly in perinatal injury group with
neonatal seizures and multiple seizure types. Clinical type
and ictal EEG of neonatal seizures did not influence
developmental outcome and subsequent seizure control.

CONCLUSIONS

Developmental outcome of IEE is diverse and is influenced
by multiple factors: time and severity of brain injury, time
of appearance of IS, existence of neonatal seizures and
early treatment strategy.

O prenatal

W perinatal

O postnatal

Tab.1 Etiology of IEE.
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IIpeaukTopsbl HCX0Aa MHPAHTHIBHOM INMUWICNTHYECKON IHIe(PATONATUI

Jlua Kanoapenu
Lentp nerckoii HeBposioruy 1 HelipopeabwmTanuu, Toummcu, ['py3us

PE3IOME

Llenblo unccnenoBaHusi SIBNSNOCb OnpefeneHne paHHMX MPeaukTOpoB OTAarieHHOro ucxoda WHMAHTUMbHBLIX  3MUNENTUYECKUX
aHUedanonatun (U3J). MNog HabnmoaeHvem Haxogunuchk 36 naumeHtToB ¢ N3O B TeyeHue Gonee 4 net. OueHMBanUCb pasnuyHble
KIMHUYECKME MPU3HAKN HanNMunsi HeoHaTaslbHbIX MPUMNAOKOB, HeoHaTanbHasi poHoBas M MKTanbHas A3, Havyano MHMaHTUMNBHBLIX
cnasmoB (MC), Hanuuve [JpyrMx BWAOB SNUNPUNaAgKoB M WX TpaHdopmauust B JdanbHenweMm, ONUTENbHOCTb MNepuoda Mexay
nposiBfieHMeM MNpunagkoB M Hayanom nedveHus. HewpopassuTtune oueHuBanocb o NC n B 5-netHem Bo3pacTte. TV AaHHble Obinu
pacnpeferneHbl B pasHbiX 3TUOMOMMYECKUX rpynnax (KpUNTOreHHbIN, MpenepuHaTtanbHbli, NocTHaTanbHbIN). Npegukropamy nnoxoro
MUCXO[a OKasanucb TsKenble U3MeHeHuUst Ha choHoBon O3l B HeoHaTanbHoM nepuopae (p <0,05), Hanuuve Opyrux NpUNagkoB A0
BO3HMkHOBeHusi VIC (p<0,02), paHHee Havano NC (p<0,05). KnuHuueckne n nktanbHble 3I - nsMeHeHns HeoHaTarnbHbIX NPUNaaKoB He
oKkasblBanu BRUSIHUS Ha pa3BuUTUE pebeHka W Npouecc KOHTponsi npunagkoB. OTaaneHHbIn ncxoq N33 3aBUCUT OT MHOTUX (DaKTOPOB:
BPEMEHN U TSHKECTM MOpaXKeHWsi TOfIOBHOMO MO3ra, BpemMeHu BO3HMKHOBeHUst VIC, Hanuumsi HeoHaTarnbHbIX MPUMNagKkoB U cTpaTernm
paHHero neyeHus.

KJIOYEBBIE CJIOBA: mHQAHTMIBHAS SHOMJIENTHYECKas sSHIedasonarTms, HEOHATAaJIbHBE MNPUIAIKM,
MHGAHTUIIBHEIE CIA3MEI, HEMPpOPpas3BUTHE, SBJIEKTPOSHIIedarmorpadpms
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