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Background

Basic Concept of Epileptogenesis

af"—— ----- -~~~N~
2 S~ Recurrent | | Epileps
) »”~ AN Seizures pliepsy
Genetics /7 /’\\
/4
SE ( './ /
.\
TB1 ) Abnormal |_ Neuronal Clinical,
Stroke I| Recovery Network Seizuresi
Unknown ( l - H
\ L \/ 'l
Age \ /
A
\\
N ® Neuroinflammation ,
\\\ . HFO ,/'
~4.8 Neurological Changes |~
s‘~--- ———’Va
I I — >
Latent Period
Initiation, Maintenance, Progression ¢
™) Biomarkers —_ Relevance
o 300 Interictal spikes Localization
o5 2004
E 0 High frequency oscillations .
= 200
% 0l (>200H2) Prediction
- 123 Microseizures Assess therapeutic
N efficacy
Stoke PD  AD Eplepsy MS TRl WD Antiepilep- Inflammatory mediators
Ditcher, 2009 topenests NPD1




High Frequency Oscillation (HFO) in Epilepsy

Jackobs, 2009
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Oscillatory Activity in Epileptogeneis
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Experimental design
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NPD1 Limits Seizure-Induced Damage
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NPD1 Limits HFO in Eplleptogene3|s
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Disruption of Voltage-depth Profile
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Spontaneous Interictal Spikes
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Microseizures
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Summary

‘1, HFO cognitive impairment ?

Microseizures
'T‘ HFO : neuronal network damage

NPD1 ‘l' HFO
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Role of HFO in Epileptic Neuronal Network
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HFO in epileptogenesis-Cellular and Molecular Mechanism
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Hypothesis: Attenuation of HFO Limit Clinical Recurrent Spontaneous Seizure

Experimental Design
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NPD1 Prevented Dentate Gyus-Hilar
Modifications 21 Days Following SE
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Epileptogenesis and NPD1 Levels
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