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Seizure Diseases
Drugs used in Epilepsy
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What is an aura?

Aura is the term used to describe symptoms
that may occur before a seizure.

An aura may include:

Visual changes. Examples include:
Bright lights.
Zigzag lines.
Slowly spreading spots.

Distortions in the size or shape of objects.
Blind or dark spots in the field of vision.
Hearing voices or sounds (auditory hallucinations).
Strange smells (olfactory hallucinations).
Feelings of numbness or tingling on one side of your face or hody.
Feeling separated from your hody.

Anxiety or fear.

Nausea.

www.facebook.com/Everything-purple-for-Epilepsy
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Myoclonic Seizure

“ Non-rhythmic jerks
resulting from involuntary
muscle twitching that
normally target the upper
extremities, and after an
episode, patients may
describe the perceived
sensation as momentary
electrical shocks.

Absence Seizures
(Petit Mal)

Sezure: vacant stam, eyes
upwand, evelids flutter (Vsec)
consation of activity, lack of
respome

Betweon selzures pationt normal

Clonic phase

@ ADAM, Inc.



wtaiconvaiions — First Aid for Seizures

(Convulsions, generadlized tonic-clonic, grand mal)
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Cushion head, Loosen tight clothing
remove glasses
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Time the seizure with Don’t put anything Look for I.D.

a wafch in mouth

oY
\. _J

stay with the person
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Don‘t hold down As seizure ends... ...offer help




Drugs used in the treatment of status epilepticus:
Benzodiazepines, e.g., diazepam
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Drugs used in the prophylaxis of epileptic seizures
=0 &,f bb m ‘;‘
NH,
Carbamazepine  Phenytoin Phenobarbital Ethosuximide Lamotrigine
HaC CHy
Hy 0
:;0”‘; I(Ch .
GWH: 0
H:G)f;,l OS0,NH,
Valproic acid  Vigabatrin Gabapentin  Felbamate Topiramate

Flaadl Al 5eS Jatad
9 Aanphll AW S (EEG)
Status 4 j—all AN
e Al Epilepticus
ZA (g dlaaiowall 4 oY
g »al



g rall Slisi digaa () 4aall LIV

GABA) Akafia 5 (Mie cilali glall) 3 jiase Jal g O )58 Al 3 flaall Ldssedl iyl aa 5 o
oS by s N oo o Sy o3 HSatll il 8 il (DU

6)\.-‘9?\ u.lc Lmn‘ Jand a.u,.\...m.“ g.:\JLm)U gall P.n.h.\.d\ u\.au u\.l,Sa Lu.ﬂ «CNS g.s .
s LSl Ol 5 A il Gaay (odl) Sl JLEBT ) Sl (gl il

(K* <l 58 sl 53 Clatin) Ja 53 g NA* 58 Jaad ¢ 3) Olaae 358 250 g 1 g ol (5 glisall o v/

Janl) e (30} 3y ) 55 o 20
O Asaasl) ) I W' de ¢i g 408N leuss :Neural Networks Las]) UL (5 i "_b v
U)‘-‘"J‘u‘ tbﬂ‘wowlﬂnuuhwdacursuctalﬂu\)uubhduh

UJJQ&EH\%|uUM|uJ!ML.ayQoJQL+J|ul.u..n..aa.“ uilie Jaiy 3 L0 alladll
LAY Japdii 5 3 LA i gall i) 138 g9 Adasaddl CU uaall I (GABA) Adatie & 4L
dgapdall 4aks o)) Jal (e bl 8 5 Surround Inhibition Jasal) Jaufilly e L ) Aasad)
L el 35 e Aglaadl 4 Liacia ge e jLEY sl :Canaalial (3 yal aniay 0¥ cnanll jleall
ide 4L 1) GABA Clisiae (6 siuse (Ao orand) Jiil) Cialyy Aaaddl Blabiall Ll
Oal 3 Ao el ulil Jule 38 GABAIL Jals) gidll Jadiill alias) (ol 2oy 288 Jasadll Jasill

Al & Sl HLEY) (33U



(AEDs) £ »all 3alaal) 4y 93Y) Cilial
<l gl Lol g Adled yuad 8 Antiepileptic Drugs (AEDs) § ssall aliadll 45 50Y) 4dlad S aii o
Gash e iy 5 Sial Al sl §150Y) (e laall e daladl L i Jasd ) 450 L3N
el SIS (6 s (Ao 5 (e NA® Sl 538 Jandi ¢ ) (551801 (6 gisall 20 gisa o Janl
dpulul Gl gana 4 s? AEDs § sall 3aliadll 43 0} Cainal & (Dlie GABAAL Jalil siall Jayill)

Enhancers of Na* Channel-Mediated ) Na* <l sy Jal gial) Jap il 53 hnall Ay ) 3
(Inhibition

T el e dals (Inhibitors of Ca2* Channels) Ca2* < sl ddafidll 4; 50y
(Enhancers of GABA-Mediated Inhibition) GABA-L i siall Jayfiill 5 ) jeall 4y 50y
(Inhibitors of Glutamate Receptors) «ulali slall <3Uiiua Aafiall 4 52!

Jarindi (pa A ¢ omac Jaru S Glutamate bl glad) ddadial Siall lacy! abea Jaxiid jdkaadla o
.GABA _snasll L ol dadiall Clac!

ALEN (a4 LA &) g3l Adass pal) cdlEtal) (e dalail 3 e clali glad) i, alls o
A s ) L i (30
(N-methyl-D-aspartate) NMDA -
(amino-3-hydroxy-5-methylisoxazole-4-propionic acid) AMPA —
(Kainic acid) KA -

Q o T



grall g3e (A Al (il

Lail g § seall Z3e aa g ¥ 4l aladl aa g1 A el G il Jaad sl e g jeall el 23l adiey
LIS L e gl e 8 jlagdl 4 501 Cangs

055 (il Gl Sgaa ade () Aadlaall Gaagd Gl ¢ ) #Oe aa g Y il Sigaa de s oy
ra e JS il gl el

Jual $ ()90 (e Ao 5 Sia 42208 o g8) Status Epilepticus 4 jpall Al &gaa Ja S Laid
.Benzodiazepines as 4 55 YAyl ililiae Jasd (Sl a3ga (5SS

Lol e aliss pacemaker uj“; alaliS 4 4ill 3 000 e laall Anasll LAY de jana J‘ il Jans
W il y S ) Agplall RIS g € (Rall A d) sitiaall b SLEAN L3 paSy yskal
Aal )l aay 4 Slall ¢ Sl

Uass) Valproic acid 3 Eus gl e 5 landl Lid aaly ol 90 Jeainly Ll #00 Jeiad
(L3l IS) Carbamazepine O5S: (i b pandll £ yeall Z3le (3 5V 23l Las e (ol pduil
agial g yall Vs J Y z o]l s

Algiall e dpilall pal e Jgma gl 5l gl daga 2 o ) 3l Jie e jag g 3Nall aa]

aandl Jlasial) <l HLall (e aaall 45 jad aey 2l g (2a) g 6 g aladinly) Lolal) dalledl Jid Ja 3 Laid
e Ay gol 3o G AS A (gl Aalladll e AEN Jasdl ) JUEBY) o Ll lasie (3 ke S5 45 0Y) (e
Al gall Gl jall & COMAIN G gaa Jlaial e Y1 Guag 28N

>

>

»

v



Nat <l gity Jalu) gial) Japsiall 3 5 Saal) 4y gaY)
Enhancers of Na* Channel-Mediated Inhibition
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Valproic acid (4
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Not illustrated:
e Vigabatrin — | GABA degradation
and drugs with multiple mechanisms:
» Valproate — 1GABA turnover, | Na* channels, |NMDA receptors
» Topiramate — |Na' channels, | AMPA/kainate receptors, {GABA, receptors
 Felbamate — | Na‘ channels, {GABA, receptors, |NMDA receptors
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