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In Vivo Efficacy - Rodent MES Seizure Model

Maximal Electroshock Seizure (MES) seizure protection in humans.
Seizure is induced with corneal electrode stimulation at 150 mA (rat) and 50 mA (mice) for a duration of 0.2 sec. Protection is achieved when there is no hind limb extension for 6 seconds.
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