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60 Second Summary
Epilepsy is “a disorder of the 
brain characterized by an 
enduring predisposition to 
generate epileptic seizures. Older 
terms such as “simple partial” 
and “complex partial” seizures 
have now largely been replaced 
by terms “focal aware seizures” 
or “focal seizures with impaired 
awareness” in the most recent 
ILAE classification. The correct 
identification and classification of 
seizures and epilepsy syndromes 
is important as it can have major 
effects on treatment decisions. 

The core investigations remain 
EEG and dedicated epilepsy 
protocol MRI brain but more 
extensive investigations such 
as genomic analysis and 
autoantibody screening are being 
increasingly used due to a greater 
understanding and becoming 
more cost effective. Despite the 
availability of investigations, it 
is important to recognise that 
epilepsy is primarily diagnosed on 
careful clinical history and often 
all investigations can be normal.

The treatment options available to 
clinicians in seizures has become 
broader and it is important to 
recognise the side effects of the 
more common anti-seizure drugs, 
as well as their mechanism of 
action. Many other medications 
can affect the metabolism of 
ASMs and it is important to  
check for drug interaction prior  
to the commencement of  
new medications.

The driving regulations regarding 
seizures is clearly laid out in the 
RSA guidelines. The general 
restriction is 1 year for patients 
with known seizure disorder and 
6 months for first unprovoked 
seizure or seizures in the context 
of alcohol. The restrictions 
regarding group 2 vehicles 
(buses and trucks) are much 
more restrictive and requires 10 
years of seizure freedom with 
no medications for patients with 
known seizures and 5 years of 
medicine free seizure freedom 
after a single unprovoked seizure.

Introduction

In accordance with the 
International League Against 
Epilepsy (ILAE) 2005 definition, 
epilepsy is “a disorder of the brain 
characterized by an enduring 
predisposition to generate epileptic 
seizures and by the neurobiologic, 
cognitive, psychological, and 
social consequences of this 
condition”. It affects approximately 
50 million people worldwide1 
and 37,000 in Ireland.2 The term 
epilepsy encompasses a broad 
range of seizure semiologies, 
as well as the increasingly 
recognised epilepsy syndromes. 
The classification published by 
the ILAE in 2017 has empowered 
clinicians to better understand 
and differentiate between different 
subtypes of seizures and epilepsy 
within this heterogenous disease.3

Classification

The updated 2017 classification 
of seizures acknowledges 
the limitations of previous 
classifications, while attempting to 
simplify the process of diagnostic 
differentiation. The updated 
guidelines have advocated a three-
tier approach: seizure type, epilepsy 
type and epilepsy syndrome.

Seizure Type

Seizures are due to the altered 

electrical activity from different 
parts of the brain and generally 
classified as being either 
focal or generalised in onset.4 
Focal seizures originate within 
the neuronal network in one 
hemisphere, whereas generalised 
seizures rapidly engage both 
cerebral hemispheres. Focal 
seizures are further subdivided into 
those with ‘intact awareness’ and 
those with ‘reduced awareness’. 
Reduced awareness is generally 
defined as lack of understanding 
regarding a patient’s sense of  
self or their surroundings. 
Importantly, it does not necessarily 
refer to lack of awareness 
that a seizure is occurring. 
Impaired awareness is believed 
to be secondary to depressed 
subcortical arousal systems. 
The terms “focal aware seizure” 
and “focal seizure with impaired 
awareness” have largely replaced 
the previous terms of “simple 
partial seizure” and “complex 
partial seizure” respectively. 

Focal seizures can be further 
classified based on the specific 
motor or non-motor manifestations 
they exhibit. These include 
automatisms (purposeless, 
repetitive motor activities such 
as lip smacking or patting), focal 
atonic seizures (loss of tone of one 
body part), focal clonic seizures 
(repeated, regular stereotypical 

jerking movements) and focal 
myoclonic seizures (repeated, 
irregular, non-rhythmic jerking). 
Non-motor focal seizures present 
with a variety of symptoms 
including alterations in blood 
pressure and heart rate, sweating, 
piloerection, rising epigastric 
sensation, déjà vu, emotional 
disturbance or changes in sensory 
phenomena. Finally focal seizures 
can be classified as to whether 
or not they progress to a bilateral 
tonic clonic seizure. In this article 
the localization of focal seizures 
based on location of epileptogenic 
foci are not discussed.

Generalised seizures are similarly 
classified by motor or non-motor 
manifestations. Tonic-clonic 
seizures are the most commonly 
described type of generalised 
motor seizures, however it is 
important to recognise that this 
term also encompasses tonic, 
clonic, atonic and myotonic 
seizures as well as the significant 
overlap in these subtypes. Non-
motor generalised seizures (also 
still known as absence seizures) 
generally present with sudden 
cessation of activity, occasionally 
with associated automatisms 
and followed by an immediate 
recovery. These seizures 
generally show evidence of 
generalised spike- wave activity on 
Electroencephalograph (EEG).
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CDP=confirmed disability progression; CI=confidence interval; Gd+=gadolinium-enhancing; HR=hazard ratio; MOA=mechanism of action; SPMS=secondary progressive multiple sclerosis.

* EXPAND was a randomized, double-blind, placebo-controlled, Phase III study with a broad range of 1651 patients with SPMS over 24 months, followed by an optional open-label extension.2

†  In a subgroup analysis in EXPAND, SPMS with active disease was defined as patients with relapse in the 2 years prior to the study and/or presence of T1 Gd+ lesions at baseline.1
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Epilepsy Type

The second tier of classification 
concerns epilepsy type. This 
assumes the patient has a 
diagnosis of epilepsy. The epilepsy 
type is largely determined clinically 
and supported by EEG findings. 
Epilepsies are classified as 
generalised or focal. Patients with 
generalised epilepsy, for example 
have generalised seizure types 
with evidence of generalised spike 
and wave activity on EEG. Patients 
with one or more focal seizure 
types are considered to have focal 
epilepsy. EEG findings in focal 
epilepsy include focal slowing, 
or focal epileptiform discharges, 
however the EEG can often be 
normal. The newly described 
“combined generalised and focal 
epilepsy” is used to describe 
patients with both generalised and 
focal seizures, such as in patients 
with Dravet Syndrome or Lennox-
Gastaut Syndrome. When there 
is insufficient evidence to classify 
epilepsy as focal or generalised, 
the term “unknown ” is used.

A practical approach to the 
patient with new seizures5

The evaluation of a possible new 
seizure disorder starts with careful 
history taking and the diagnosis 
is mostly clinical, supported by 
ancillary investigations. The next 
question that needs to be asked is 
whether the episode in question is 
a true epileptic seizure or a seizure 
mimic. If the event is an epileptic 
seizure one has to identify whether 
or not the event was likely an 
unprovoked event. Consideration 
must be given to known 
provoking factors such as sleep 
deprivation, alcohol or drug use, 
hypoglycaemia or other metabolic 
derangements. An extensive 
assessment of risk factors and 
provocative factors (Table 1 and 2) 
can also offer valuable information 
about relative risk of developing 
epilepsy. Thorough questioning 
can reveal a remote history of 
previously unidentified clinical 
events, which can be present 
in approximately 20% of cases. 
In cases of suspected temporal 
lobe epilepsy (which is the most 
common focal epilepsy), these 
events can be quite subtle, ranging 
from acute emotional disturbance 
to transient sensory abnormalities, 
which the patient themselves 
may not have remarked on unless 
questioned directly. Seizures 
accompanied by acute change 
in mental status, fever or focal 
neurological deficit warrant urgent 
assessment for intracerebral 
infection or inflammation with 
laboratory work up, neuroimaging 
and lumbar puncture.

Investigations

The cornerstone of investigation 
for patients presenting with a 
new diagnosis of seizure remains 
a dedicated high quality MRI 
brain and EEG. MRI can be 

Epilepsy Syndrome

The description of several 
distinct epilepsy syndromes is 
a new addition to the current 
classification syndrome and 
is being increasingly used 
due to greater availability of 
investigations, including genetic 
testing. It is defined as “a cluster 
of features incorporating seizure 

types, EEG and imaging features 
that tend to occur together.” 
These include childhood absence 
epilepsy, juvenile absence epilepsy 
and juvenile myoclonic epilepsy. 
Reflex epilepsy syndromes are also 
described, the most commonly 
known being photosensitive 
epilepsy, but reflex reading 
epilepsy and startle epilepsy have 
also been described.

sensation, déjà vu, emotional disturbance or changes in sensory phenomena. Finally focal 
seizures can be classified as to whether or not they progress to a bilateral tonic clonic seizure. In 
this article the localization of focal seizures based on location of epileptogenic foci are not 
discussed. 

Generalised seizures are similarly classified by motor or non-motor manifestations. Tonic-clonic 
seizures are the most commonly described type of generalised motor seizures, however it is 
important to recognise that this term also encompasses tonic, clonic, atonic and myotonic 
seizures as well as the significant overlap in these subtypes. Non-motor generalised seizures 
(also still known as absence seizures) generally present with sudden cessation of activity, 
occasionally with associated automatisms and followed by an immediate recovery. These 
seizures generally show evidence of generalised spike- wave activity on Electroencephalograph 
(EEG). 

 

 

Figure 1. Updated approach to seizure type classification, based on 2017 ILAE guidelines 
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Table 1 shows a summary of some of the most important risk factors for developing epilepsy 

Table 2 shows some of the most encountered provoking factors for seizures 

Investigations 

The cornerstone of investigation for patients presenting with a new diagnosis of seizure remains a 
dedicated high quality MRI brain and EEG. MRI can be preceded by CT in certain clinical circumstances, 
such as acutely altered mental state or focal neurological deficit and is easily available compared to MRI 
in urgent scenarios. The preferred neuroradiological investigation for new onset seizures is 3 Tesla MRI 
brain with specific epilepsy protocol however many institutions have 1.5 T MRI imaging which would be 
sufficient in the initial work up. The images should be reviewed by a neuroradiologist provided with 
detailed clinical information including the suspected clinical epileptic focus. Figure 2 below shows some 
of the known epileptogenic lesions that can detected on neuroimaging. 

Table 2: Common provocative factors: 
 
Sleep deprivation 
Alcohol withdrawal 
Metabolic (hypoNa, HypoCa, hypo/hyper glycaemia) 

Barbiturate or benzodiazepine withdrawal 

Illicit drug use (cocaine, amphetamines, opioids, 
phencyclidine) 

Medications (tramadol, imipenem)  

Table 1: Risk factors 

Birth/ pregnancy (hypoxic brain injury, asphyxia) 

Febrile convulsion (increase the risk of hippocampal 
sclerosis) 

Traumatic head injury/ Brain tumour/surgery 

Family Hx of seizure/epilepsy 

Infection (meningitis/encephalitis) 

Vascular disorder/ Neurodegenerative disorder 
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Table 2 shows some of the most encountered 
provoking factors for seizures
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preceded by CT in certain clinical 
circumstances, such as acutely 
altered mental state or focal 
neurological deficit and is easily 
available compared to MRI in 
urgent scenarios. The preferred 
neuroradiological investigation 
for new onset seizures is 3 Tesla 
MRI brain with specific epilepsy 
protocol however many institutions 
have 1.5 T MRI imaging which 
would be sufficient in the initial 
work up. The images should be 
reviewed by a neuroradiologist 
provided with detailed clinical 
information including the 
suspected clinical epileptic focus. 
Figure 2 below shows some of the 
known epileptogenic lesions that 
can detected on neuroimaging.

EEG remains an essential part of 
the work up of a patient with new 
seizures. It can offer a confirmation 
of suspected diagnosis in some 
cases, as well as vital information 
regarding epileptogenic focus 
and underlying epilepsy type. 
EEG after a new onset seizure 
can show epileptiform activity in 
approximately 29% of patients, 
however the cumulative rates of 
detecting epileptiform increases 
with repeated EEG. The usage 
of sleep deprived EEG also 
increases the rates of detecting 
clinically relevant abnormalities. 
EEG has greater utility in the 
evaluation of generalised seizures 

as these patients tend to have a 
higher frequency of epileptiform 
discharges when compared to 
focal seizures. It is important to 
recognise that routine EEG in 
the hospital setting can often be 
normal, even when the clinical 
suspicion of an underlying seizure 
disorder is high. EEG provides 
a relatively short snapshot of an 
individual patient, and the yield 
increases with the length of EEG, 
rising to greater than 90% with 
prolonged (24-36 hour) EEG 
monitoring, however this is not 
generally practicable in the clinical 
setting. It is also important to note 
that a number of confounding 
factors can affect EEG 
interpretation. Prolonged video 
EEG, where patients are admitted 
to a dedicated monitoring unit for 
usually 3-4 days for continuous 
EEG recording and video 
monitoring) remains an invaluable 
tool, particularly in assessing 
refractory cases for epilepsy 
surgery or in cases where non 
epileptic attack disorder (NEAD) 
is suspected. Approximately 25% 
of patients considered to have 
refractory epilepsy are found to 
have non epileptic seizures on 
prolonged video EEG monitoring. 

Underlying aetiology: The 
aetiology of a suspected epilepsy 
should be elucidated where 
possible. These can be broadly 

classified as: structural, genetic, 
metabolic, infectious, immune  
and unknown.

• Structural epilepsies can 
be detected on dedicated 
epilepsy protocol MRI and 
can therefore be considered 
for surgical evaluation for 
potential resection. In patients 
with persistent focal epilepsy 
and normal MRI, FDG PET 
can be useful in looking for 
hypometabolic regions . 

• Genetic epilepsies: The majority 
of epilepsies are considered 
to have a genetic basis and 
the mechanism of inheritance 
is likely polygenic. Advances 
in genomic sequencing have 
become increasingly used in 
the investigation of epilepsy 
and specific genetic panels 
can usually be requested 
based on the predominant 
seizure semiology and other 
clinical features. Whole exome 
sequencing is also being 
used increasingly due to 
improvements in turnaround time 
and reducing financial costs. 

• Metabolic epilepsies usually 
present at an early age and 
are associated with cognitive 
and motor impairment. Careful 
clinical examination and history 
can offer clues to the underlying 
pathology and can guide 
investigations for specific errors 
of metabolism.

• Infectious epilepsies may result 
both from acute cerebral insults, 
such as acute Herpes Simplex 
Virus encephalitis or bacterial 
meningitis, and delayed seizure 
presentations as seen in 
fungal infections, tuberculosis, 
toxoplasmosis, malaria, HIV and 
neurocysticercosis.

• Immune or inflammatory related 
epilepsy is associated with 

autoantibodies directed at either 
neuronal cell surface proteins 
or intracellular antigens. These 
can often be associated with 
underlying malignancy. These 
patients often also present 
with behavioural or cognitive 
disturbance, neuropsychiatric 
symptoms or autonomic 
dysfunction. Certain specific 
seizure semiologies have been 
linked with specific underlying 
pathogenic antibodies, such as 
faciobrachial dystonic seizures 
seen in LGI1 associated 
encephalitis or orofacial 
dyskinesia associated with 
NMDA encephalitis. The 
evaluation for possible immune 
mediated seizures includes 
lumbar puncture for evidence 
of active inflammatory CSF, 
testing for autoimmune and 
paraneoplastic antibodies 
in serum and CSF, MRI with 
particular attention paid to 
temporal lobes and brainstem 
as well as thorough investigation 
for possible underlying tumours 
such as ovarian teratomas in 
NMDA encephalitis.

Management6

First ever seizure: When 
considering the patient presenting 
with first presentation of a seizure, 
after it had been established 
that it was likely a clinical seizure 
event without provoking factors, 
the clinical decision regarding 
drug treatment is raised. After the 
first seizure, the risk of another 
seizure is greatest within the first 
two years and can range from 
21-45%. The initiation of an anti-
seizure medication (ASM) would 
be quite reasonable if there is a 
clear epileptiform abnormality in 
EEG and or epileptogenic focus 
in neuroimaging. In the case of 
an isolated seizure with no clear 
evidence of predisposition to 
further events, ASM is generally 
not indicated due to potential 
side effects associated with 
these medications, as well as the 
financial burden on the patient, 
which can be quite significant. 

“Breakthrough seizures in 
patients with known epilepsy.” 
These patients require careful 
questioning to determine 
whether or not this represents 
a true treatment failure. One of 
the most common causes of 
“breakthrough seizures” is issues 
with medication compliance. 
Medication non-compliance is at 
approximately 50% worldwide 
and leads to higher economic 
costs associated with increased 

Figure 2: Neuroimaging showing epileptogenic lesions 

(A) CT brain axial view (noncontrast) showing bifrontal encephalomalacia secondary to head injury; (B) 
MRI brain T2 axial showing cavernoma in R frontal lobe; (C) MRI T1 axial, post contrast sequence 
showing subependymal grey matter heterotopia at the left ventricular atrium; (D) MRI brain FLAIR 
Coronal sequence showing hippocampal sclerosis (right) 

 

EEG remains an essential part of the work up of a patient with new seizures. It can offer a confirmation 
of suspected diagnosis in some cases, as well as vital information regarding epileptogenic focus and 
underlying epilepsy type. EEG after a new onset seizure can show epileptiform activity in approximately 

Figure 2: Neuroimaging showing 
epileptogenic lesions

(A) CT brain axial view (noncontrast) 
showing bifrontal encephalomalacia 
secondary to head injury; (B) MRI 
brain T2 axial showing cavernoma 
in R frontal lobe; (C) MRI T1 axial, 
post contrast sequence showing 
subependymal grey matter 
heterotopia at the left ventricular 
atrium; (D) MRI brain FLAIR Coronal 
sequence showing hippocampal 
sclerosis (right)
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healthcare usage. ASM non-
compliance can have significant 
negative effects including an 
increased risk of “Sudden 
unexpected death in epilepsy” 
(SUDEP). Risk factors for non-
adherence include polypharmacy 
in older patients, patients in 
their late adolescence and early 
adulthood, as well as concurrent 
psychiatric comorbidities such as 
low mood an anxiety. As previously 
mentioned, known provoking 
factors such as sleep deprivation, 
excess alcohol consumption 
and illicit drug use may increase 
the risk of seizure and may not 
represent a true treatment failure. 

Anti-seizure medications: The 
general principle in management 
of epilepsy is treating with an 
appropriate ASM based on the 
suspected underlying seizure type 
and epilepsy syndrome. There 
has been a dramatic increase in 
the number of ASMs available for 
use in the last 20 years. Whereas 
previously clinicians would be 
limited to use of a small number 
of agents with significant side 
effects, there are now over 30 
agents in use, with a generally 
more favourable side effect 
profile. ASMs are broadly divided 
into narrow and broad-spectrum 
drugs. Narrow spectrum drugs 
are generally chosen in clear focal 
epilepsies but may result in a 
paradoxical worsening if used in 
generalised seizures. The number 
of ASMs continues to increase. 
Other ASMs approved in more 
recent years includes perampanel, 
brivaracetam, cannabidiol, 
cenobamate and fenfluramine. The 
ASMs listed below in Table 3 are 
commonly used in different types 
of seizures in clinical practice.

Emergency rescue medications 
such as buccal midazolam 
(Buccolam 10 mg in 2 ml) is 
prescribed for patients who had 
generalized seizure. The aim is 

to prevent prolonged seizures 
or status epilepticus. It is also 
important to educate family 
members about the use of buccal 
midazolam in the event of seizures 
outside the hospital setting. This 
drug can be easily administered  
by a prefilled oral syringe to  
buccal cavity by family members 
or carers. 

Counselling and Management of 
the risks of Living with Epilepsy

There is an increased risk for 
mood disorders and anxiety in 
people with epilepsy which could 
negatively impact their quality of 
life. Mortality is also increased for 
people suffering from epilepsy 
and most commonly from sudden 
unexpected death in epilepsy 
(SUDEP). The risk is higher 
with uncontrolled generalised 
tonic-clonic seizures and hence 
education about drug compliance 
from the diagnosis of epilepsy is 
essential. With increasing duration 
of ASMs, the risk for fracture 
increases compared to general 
population (2-6 times higher in 
people with epilepsy) and requires 
monitoring by DEXA scan and 
management of osteopenia  
and osteoporosis. 

Advice about unsupervised 
swimming, avoid using bathtub 

and use of showers instead and 
avoiding climbing unguarded 
heights are also essential to 
reduce risk of seizure related 
injury. Epilepsy Ireland, a national 
organisation established in 1966 
providing support to improve 
quality of life of people with 
epilepsy in Ireland. They offer a 
range of services to patients and 
their families and can be a helpful 
resource in providing education 
after a new diagnosis.

Driving Regulations post Seizure

The regulations regarding driving 
and epilepsy are laid out in the 
“Sláinte agus Tiomáint Medical 
Fitness to Drive Guidelines”.8  
The guideline makes an important 
distinction between patients 
driving group 1 (i.e motorcycles, 
cars and tractors) and group 2 
(Trucks and buses) vehicles.

A number of factors influence 
the duration of driving restriction; 
including whether or not the 
seizure was a first time event 
or an event in the context of a 
known seizure disorder, as well 
as whether alcohol or illicit drug 
use was related to the event. The 
restrictions are summarised in 
Figure 4 but the general rule is that 
the driving restriction is doubled 
for those driving group 2 vehicles.

There are a number of special 
circumstances that must be 
considered also. For example: 
patients who are having ASMs 
withdrawn entirely are generally 
advised not to drive during the 
duration of reduction and for 3 
months after. For patients who 
have very clear provoking factors 
for a seizure, such as eclampsia or 
convulsive syncope, sometimes a 
driving restriction is not required, 
if the provoking cause is treated 
but this is decided on a case by 
case basis at the discretion the the 
treating clinician.

It is important to recognise that 
seizures in the context of alcohol 
excess or illicit drug use do not 
qualify as clear provoked seizures 
for licencing purposes. For 
seizures associated with alcohol 
or illicit drug use, a 6-month 
restriction is imposed for group 1 
vehicles, and 5 years for group 2.

Restriction for driving could 
also influence their ability to 
work, maintain relationship and 
to live independently. Health 
professionals managing and 
promoting health of the patients 
with epilepsy should be committed 
to improve quality of life of the 
person and their family.

References available on request

Table 3: Commonly used ASMs in 
different types of seizures                                    

* Risk of Rash/Hypersensitivity

 

Figure 3. Timeline of increasing availability of anti-seizure medications over time. 8 

 

 

 

Type of seizures Commonly used anti-seizure medications 
(Discuss contraception in women and Valproate should not be used in women of 
childbearing age). 

Focal Carbamazepine (CBZ)/CBZ derivatives, Lamotrigine* 

Generalized Lamotrigine*, Levetiracetam, Sodium Valproate  

Myoclonic Levetiracetam, Topiramate, Sodium Valproate  

 

Table 3: Commonly used ASMs in different types of seizures                                     * Risk of Rash/Hypersensitivity 

 

Counselling and Management of the risks of Living with Epilepsy: 

There is an increased risk for mood disorders and anxiety in people with epilepsy which could negatively 
impact their quality of life. Mortality is also increased for people suffering from epilepsy and most 
commonly from sudden unexpected death in epilepsy (SUDEP). The risk is higher with uncontrolled 
generalised tonic-clonic seizures and hence education about drug compliance from the diagnosis of 
epilepsy is essential. With increasing duration of ASMs, the risk for fracture increases compared to 

 

Figure 4. Summary of driving restrictions for patients with seizures 

 

Restriction for driving could also influence their ability to work, maintain relationship and to live 
independently. Health professionals managing and promoting health of the patients with epilepsy 
should be committed to improve quality of life of the person and their family. 

 

 

5 Key Questions 

Q: What is the appropriate way to classify seizures? 

A: Seizures are classified based on the updated 2017 ILAE classification. They are first classified as either 
focal or generalised in onset. Focal seizures are further subclassified as motor or non-motor in onset, as 
well as whether there is intact or reduced awareness during the seizure. Focal seizures can progress to 
generalised seizures (focal to bilateral tonic clonic seizures). Generalised onset seizures are most 
commonly seen as tonic clonic but can have other motor variations or rarely present as nonmotor 
(absence) seizures. 

 

Q: When should a diagnosis of epilepsy be suspected? 

A: A diagnosis of epilepsy should be suspected in the patient who presents with multiple clinical events 
consistent with seizures that are not better explained by another pathology such as syncope, 
hypoglycemia, anxiety etc. A higher degree of suspicion should be given to patients with significant risk 
factors for seizures (family history, head injury, history of febrile seizures or meningitis/encephalitis) or 
patients with structural abnormalities on MRI or evidence of epileptiform discharges on EEG. 

Unprovoked First 
Seizure

Group 1
• 6 months

Group 2
• 5 years (with 

no ASM use)

Seizure with a diagnosis 
(or high probability) of 

epilpesy

Group 1
• 1 year

Group 2
• 10 years (with 

no ASM use)

Seizure related to 
alcohol/ drug use

Group 1
• 6 months

Group 2
• 5 years (with 

no ASM use)Figure 4. Summary of driving 
restrictions for patients with seizures


