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An update on Epilepsy

Gha-Hyun Lee, MD

Department of Neurology, Pusan National University School of Medicine, Busan, Korea

Epilepsy is one of the most common, chronic, and serious neurological diseases. People with epilepsy suffer from discrimination, so-
cial stigma, and the stress of living with a chronic unpredictable disease that can lead to loss of autonomy for activities of daily
living. Over the last twenty years, the fields of epilepsy have been continually updated, the International League against Epilepsy
(ILAE) has finalised an operational definition of epilepsy for clinical use in addition to revised classification. Although epilepsy can be
successfully treated in most cases, but not all patients respond to available medical treatments. Some newer antiepileptic drugs are
introduced and increasingly used, but not more efficacious than older drugs. Surgical treatment is offered to patients with drug-re-
sistant focal epilepsy, about half of whom will have long-term postoperative freedom from seizures. Nevertheless, the number of pa-
tients operated has not increased over time in the worldwide. This article reviews each of these new developments and their poten-

tial impact on the practice of epilepsy in general.
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Figure 1 ILAE (International League Against Epilepsy) 2017 classification of seizure types
expanded version.
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Figures 2 Classification of the epilepsies

Co-morbidities
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Interventions for emergency department, in-patient setting,

or prehospita ing with trained paramedics

Stabilize patient (airway, breathing, circulation, disability - neurclogic exam)
Tima seizure from s onset, monitor vital signs
Assess oxygenation, glve oxygen via nasal
needed
Initiate ECG menitering
Collact fingar stick blood glucose. if glucose < 60 mg/dl than

Adules: 100 mg thiamine IV then 50 mi DSOW IV

Children x 2 years: 2 mifkg D25W IV Children < 2 years: 4 mi/kg 012.5W IV

w N

. consider intubation if respl Y ASsistance

LS

6. Atternpt IV access and collect ytes, hematology, gy screen, (if appropriate) anticonvulsant
drug levels
Does Seizure
Continue?
A banzodiazepine is the initial therapy of choice (Lavel A If patient at bazeline,
Choose gng of the following 3 equivalent first line options with dosing and frequency: than symptomatic
¢ Intramuscular midazelam (10 mg for > 40 kg, 5 mg for 13-40 kg, single dose. madical care
(=1}

nous lorazepam (0.1 mg/kg/dose, max: 4 mg/dose, may repeat dose
avel A) OR

* Intravenous diazepam (0.15.0.2 mg/kg/dose, max: 10 mg/dose, may repeat dose
once, Lavel A)
If none of the 3 options above are avallable, choose one of the follawing:
* Intravenous phenobarbical (15 mgfkg/dose, single dose, Level &) OR
* Rectal diazepam (0.2-0.5 mg/kg, macx: 20 mg/dese, singla dose, Lavel B) OR
* Intranasal midazolam (Level B). buccal midazolam (Level B)

Does Seizure
Continue?

There is no evidence based preferred second therapy of choice (Level U): If patient at baseline,
Choose gng of the following second line options and gi then symptomatic
* Intravenous fosphanytoin (20 mg PE/kg, max: 1500 mg PE/dose, single dose, madical care
Level U) OR
* Intravanous valprole acid (40 mg/kg, max: 3000 mg/dese, single dose,
Level B) OR

* Intravenous levetiracetam (60 mg/kg, masx: 4500 mg/dose, single dose, Level U)
If nane of the options abova are available, choose one of the following (if not gvan
alraady)

* Intravenous phenabarbital (15 mg/kg, single dose, Lavel B)

Does Seizure
Continue?

There is no clear evidence to guide therapy in this phase (Level U): If pacient ac baseine,
Choices include: repeat second line therapy or anesthetic doses of either thiopental, than symptomatic
midazolam, pentobarbital, or propofel (all with continucus EEG manitoring) madical care

Figure 3 Proposed algorithm for convulsive status epileptius
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