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INTRODUCTION Post-ictal Oscillation Identification PIO Characterization
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Here, we identified a seizure-ending pattern termed post-ictal % -0

oscillations (PIOs) present only in a subset of mice with temporal lobe E o5 72.10%
epilepsy. The goal of this study is to define the electrophysiological 00

I B T BT T T I I I I R IS IR IR RIS
PR SN A AR U S LI QU S U SR RN GG L AL SRS

properties of PIOs and investigate the cellular and histopathological
findings associated with these activities.
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characteristics.
FINDINGS: PIOs were only discovered in a subset of mice. There was
a negative correlation between hippocampal sclerosis and the
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