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CLINICAL PROFILE OF PATIENTSWITH PARTIAL SEIZURE
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Abstract

In partial seizure the epileptic discharge begins in one area of the brain and may or may not
spread to other areas of the brain.When the discharge spreads to both the hemisphere it may lead
to partial seizure with secondary generalization.It is a descreptive cross sectional study carried
out at Tribhuvan University Teaching Hospital between April 2012 to April 2013. A total of 70
patients with partial seizure attended medical opd and admitted to medical ward. There were 40
males and 30 females. Age distribution of patient’s presentation with partial seizure was as
follows. Less then 20 years of age: 27 patients. 20-40:24 Patients. 41-60: 21 Patients. 60-80: 8
patients. 20 patients had simple partial seizure. 20 patients had complex partial seizure: 30
patients had partial seizure with secondary generalization. Age at onset of partial seizure: Less
than 20 years:45 Patients. 21-40 years:12 patients 41-60 years:20 patients. More than 60 years: 3
patients. Duration before starting treatment: Less than 6 months:33 Patients. 6 month — lyear: 6
patients. More than 1 year: 31 Patients.Status epilepticus: 3 patients.Drug history:
carbamazepine, Phenytoin.

EEG : Normal in 36 patients.Abnormal in 34 patients.Neuroimaging: Tuberculoma: 6 patients,
Calcifed granuloma:39 patients,Tuberous sclerosis:2 patients,mesial temporal sclerosis:3
Patients,Cerebral infarction:12 Patients.Normal :18 patients.Family history of seizure was
present in 10 patients.

Key word: Seizure, Electroencephal ography, Epilepsy.

Introduction (e.g., complex partial seizures and generalized
tonic—clonic  seizures),’epilepsy syndromes
can also be classified according to the type of
seizure, the presence or absence of neurologic
or developmental abnormalities, and
electroencephalographic (EEG) findings.*> For
example, the syndrome of juvenile myoclonic
epilepsy is characterized by the onset of
myoclonic seizures, generalized tonic—clonic
seizures, and less frequently absence seizures
in adolescents who have normal intellectual
Classification of Epilepsy functiop, with EEG findings of rapid,
generalized spike-wave and polyspike-wave
discharges.*

Epilepsy syndromes fall into two broad
categories: generalized and partial (or
localization-related) syndromes.** In
generalized epilepsies, the predominant type

Epilepsy is one of the most common
neurologic problems worldwide. In recent
years, important advances have been made in
the diagnosis and treatment of seizure
disorders." However, our understanding of the
cellular and molecular mechanisms by which
epilepsy develops, or epileptogenesis, is still
incomplete.

b

The term “epilepsy” encompasses a number
of different syndromes whose cardinal feature
is a predisposition to recurrent unprovoked
seizures. Although specific seizures can be
classified according to their clinical features
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of seizures begins simultaneously in both
cerebral hemispheres. Many forms of
generalized epilepsy have a strong genetic
component; in most, neurologic function is
normal. In partial epilepsies, by contrast,
seizures originate in one or more localized
foci, although they can spread to involve the
entire brain. Most partial epilepsies are
believed to be the result of one or more
central nervous system insults, but in many
cases the nature of the insult is never
identified.

M echanism of Partial epilepsy
Mesial Temporal-L obe Epilepsy

We know much less about the mechanisms
underlying partial-seizure disorders than we
do about generalized epileptogenesis, even
though partial seizures are the most common
seizure disorder in adults, often stemming
from focal lesions such as head trauma,
strokes, and tumors.” The most prevalent of
these syndromes features complex partial
seizures arising from the mesial temporal
lobe.*® Recordings from intracranial depth
electrodes have clearly demonstrated an ictal
onset in mesial temporal structures such as the
hippocampus, amygdala, and adjacent
parahippocampal cortex; surgical resection of
these areas in suitable patients usually
abolishes the seizures.” These seizures can
begin  with  olfactory or  gustatory
hallucinations, an epigastric sensation, or
psychic symptoms such as déga wvu or
depersonalization. Once the seizures progress
to a loss of awareness, the patients may stare
blankly, speak unintelligibly, or exhibit lip
smacking, picking at clothing, or other
automatisms.®

Although studies of mesial temporal-lobe
epilepsy have yielded useful information,
there are other plausible mechanisms of
partial epileptogenesis that are not suggested
by this syndrome. Some partial epilepsies, for
example, are genetically determined.
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Autosomal dominant nocturnal frontal-lobe
epilepsy, in which single-gene mutations have
been identified, has turned out to be a
channelopathy that affects the neuronal
nicotinic acetylcholine receptor, which serves
as a ligand-gated sodium channel.” Why
mutations in this receptor, which is widely
expressed throughout the brain, should cause
partial seizures in the frontal lobe is just one
of many mysteries. Some genetically
determined partial epilepsies, such as benign
epilepsy with centrotemporal spikes (also
called benign rolandic epilepsy), are age-
limited syndromes, suggesting the importance
of developmental influences.*'"!'"For many
patients with partial epilepsy, there may be an
underlying  genetic  predisposition  that
becomes manifest only after a sufficient
environmental insult. Obviously,
understanding what molecular mechanisms
are at work in patients with such a
predisposition is of considerable clinical
interest.

M ethodology

It was a descriptive analytical crosssectional
study carried out at Tribhuvan University
Teaching Hospital. Clinical characteristics of
all the patients attending medical OPD and
patients admitted to medical ward with
history of partial seizure were recorded
between from April 2012 to April 2013.

Result

From April 2012 to April 2013 a total of 70
patients with partial seizure attended medical
opd and admitted to medical ward.There were
40 males and 30 females.Age distribution of
patient’s presentation with partial seizure was
as follows.Less then 20 years of age: 27
patients. 20-40:24 Patients. 41-60: 21
Patients.  60-80: 8 patients.Simple Partial
seizure: 20.Complex Partial seizure: 20
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Partial seizure with secondary
generalization:30.Age at onset of partial
seizure: Less than 20 years:45 Patients. 21-40
years:12 patients,41-60 years:20 patients and
more than 60 years:3 patients. Duration
before starting treatment:Less than 6
months:33 Patients: 6 month — lyear:6
patients and more than 1 year: 31 Patients.3
patients had history of Status epilepticus.
Most of the patients were taking
carbamazepine, Phenytoin as monotherapy.
EEG : Normal in 36 patients.Abnormal in 34
patients.

Neuroimaging: Tuberculoma: 6 patients.
Calcifed granuloma:39 patients.Tuberous
sclerosis:2 patients.

Mesial temporal sclerosis: 3  Patients.
Cerebral infarction: 12 Patients. Normal :18
patients.

Family history of seizure: 10 patients.

Discussion:

The study highlights the current scenario of
the pattern of seizure cases in a tertiary care
.The fact that seizures affects commonly the
productive age group and occurs due to
secondary causes in over a third of cases are
issues for concern.

A recent meta-analysis study showed that the
age-specific prevalence rates were higher in
the younger age group, with the onset of
epileptic seizures reported mostly in the first
three decades of the sample population's lives.
12l Mean age of onset of epilepsy was 14.8
years in contrast to our study (25 years). 12!
Family history of epilepsy in a study carried
out in Sudan was present in 20% cases, which
were higher than our observations of 10%.
The common causes of partial seizure in
patients attending to medical opd or admitted
to medical ward in decreasing order was
calcified granuloma:39 ,Cerebral
infarction:12  Patients; Tuberculoma: 6
patients, Mesial temporal sclerosis:3 Patients
and tuberous sclerosis:2
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patients.Neuroimaging was normal in 18
patients.

EEG was abnormal in 48.6% of patients. This
was comparable to a study carried out by
Joseph et all in india in which EEG was
abnormal in 47.1% of patients.'*

Majority of patients were maintained on
monotherapy of phenytoin or carbamazepine.
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