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- Abstract |

pilepsy is a common and disabling disorder with a protracted course. Medical therapy is the

keystone for the treatment of epilepsy. Most patients with more than one well-documented
non-provoked seizures require prophylactic antiepileptic treatment. Those with underlying
structural abnormalities or other risk factors should probably be treated after a single seizure. The
goal of treatment should be the maintenance of normal life, avoidance of seizure-related brain or
physical injuries including sudden unexpected death of epileptic patients. Nearly two-thirds of
patients are well controlled on a single antiepileptic drug. If the first or second monotherapy
improves control of seizure but does not produce seizure freedom, an antiepileptic drug with a
different or multiple mechanisms can be added. Strategies for the choice of initial antiepileptic
drug or combining drugs should involve the assessment of individual patient-related factors,
including seizure types and epilepsy syndrome and pharmacology of antiepileptic drugs. The
impact of adverse effects of antiepileptic drugs should not be underestimated. The introduction of
many new antiepileptic drugs has provided a wider choice for patients and doctors.
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Table 1. Effective AEDs to various seizure types

A Partial Tonic-clonic Absence Myoclonic
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Table 2. Pharmacokinetic characteristics of AEDs

Antiepileptic Drugs

Oral bioavailability(%)

Time to peak(h)

Major metabolism  Half life(h) Protein binding(%) Active metabolite

Phenytoin 95
Phenobarbital 80~ 100
Carbamazepine 75~85

Valproate <100
Primidone <100
Clonazepam 80
Clobazam 90
Ethosuximide <100
Lamotrigine <100
Oxcarbazepine <100
Topiramate <100
Pregabalin 90
Gabapentin <65
Zonisamaide <100
Vigabatrin <100

Levetiracetam <100

4~12
1~3
4~8
0.5~8

Hepatic 24 85~90 No
Hepatic 96 45~60 No
Hepatic 8~22 75 Epoxide
Hepatic 12~17 85~95 No
Hepatic 5~18 25 PB
Hepatic 20~80 86 No
Hepatic 50 83 N-DC
Hepatic 30~60 <10 No
Hepatic 12 ~60 55 No
Hepatic 8~10 38 MHD
Renal>Hepatic 19~25 15 No
Renal excretion 6 No No
Renal excretion 5~7 No No
Hepatic 49~69 30~60 No
Renal excretion 4~7 No No
Renal 6~8 No No

Epoxide: Carbamazepine-epoxide; PB: Phenobarbital; N-DC: N-desmethyl clobazam; MHD: mono hydroxy derivative
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Figure 1. Zero-order kinentics of phenytoin.
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Status Epilepticus

!

Lorazepam 0.1mg/Kg @ 2mg/min

v

Phenytoin 20mg/Kg IV @ 50mg/min
Or Fosphenytion

!

Additional 5~10mg/Kg

'

Phenobarbital 20mg/Kg IV @ Pentobarbital Loading: 5~12mg/kg
100mg/min Maintenance: 0.5~10mg/Kg/hour

'

Midaxolam Loading: 0.2mg/K Propofol Loading: 1~3mg/K
7| Maintenance: 0.0S~§mg/Kg%ho§r h ” Mai?ltenance: IjSmg/Kgg/hoir
Figure 2. Treatment example of status epilepticus.
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Table 3. Pharmacodynamics of AEDs o} Fullqt= AAPESEAEISE A AT
Na Channel Ca Channel Inhibitory . Excitatory . T o 22 g 78 EaL 1A,
neurotransmission neurotransmission ) ~ - Lo u -
Phenytoin XX + A, gz 539 2o nag
Carbamazepine 444 o] get. olelgh abge] wlEE of
Valproate ¢ ¢ ¢ ¢ — A =
Phenobarbital ¢ ‘o4 U]":]’ ‘:]‘*1:]3] CarbamaZCPIHG‘J O:”-é— H
Ethosuximide 4 e H AW E=FGRIE o] Wy 1/200,000 4
Benzodlazeplne XX Eolﬁl _1?_31}%:'1%_% 1/700,000.02 L}F/}
Oxcarbazepine 444 ¢ ¢
Topiramate *e *e N *e L It} Valproate] 78 2|41 7F
Lgmotrigine ¢ 4 ¢ = xo| 2 o] 9lovt AAR 1 vE
Vigabatrin XX . o 1 s
Pregabalin ‘e e = "¢ o 24 m|vko g2 tefkst A7
Zonisamide 44 * A Aghe zka glon] ByFe s
Levetiracetam*® ¢ + +
Gabapentin + ¢ +¢

+ 4+ : Degree of evidence
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#E e ZRNE 3 o] glol WA vkl @l ¥ kS vhE 5 gl okSolt), Sake e, wjnl
A2 g o]8-5 il ), o] 3t ¢FA| 2+ topiramate, A, A= Fo e 2 el X|HZE Q] AE|EES
lamotrigine, oxcarbazepine, levetiracetam, pregabalin, SO o2 Zdek 4= g}, Lamotrigine ] 749 Ao} &
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