
-----1

Pharma (2) "Antiseizure Drugs"-y Ipsgjs) ...g
.... MOA,j

# what is epilepsy ?? ....Esi/is j
moreI

~ too much excitation of nurons
, Deporization sIs epilepsyadi

no"too little inhibition ·1d-

-5Spin,s · is.5w
=> Enhance GHBA activitybitoo much
1 Prevent the reuptake of GHBA in

in

↑ yeof sizures ji,
BLOCK GATI (Transporter 1) d)

* --
&Soaps I focal Generalized

2 Prevent the degradation of GABAM A -Tonic-clonic
Inhibit GABA Aminotransferase in one hemisphere

↓

Y

1) -
I

-

-

of Brain (any Parl) In the

hemispheres
3 ↑ Cl- influx , morel , hyperpolization => AMPA Receptor Inhibitors &⑯ All the Brain

e enhance GABA-A activity.
- Reduce excitatory glutamate neurotransmission. &↳s (Benzodiazepines , Barbiturates) ju Nati Jesse ... so , be
-

Action im-

=> Nat-channel Blocker too much Potential . &) ·sigis
excitation: ↑ ·je

No Nat influx , so morea => NMDAReceptorInhibitor A ne

No excitation ,NoAction potential ↳ status epilepticus

=> cat? channel Blocker (T-type) => Mixed Mechanism Drugs ↳ Neuropathic Pain
chatGpt in ↳ Migraine Prophylaxis

(n%)
Na cat? influx

, more o :2451

4)absence seizures) No excitation , No Action Adverse effects ↑

Potential
>
-=5 by...

=> SVzA Modulators ----w FinaSedation 14

-modulate synaptic veside Protein 2Ar
-reducing Neurotransmitter release(Glutamate) everinteraction -> CYP450 inducers(Phyntoin) 1554
- No excitation increased sedation with Alcohol


