Potentiation of KCC2 shows neuroprotective and anti-inflammatory effects in
Tufts Kainic acid-induced refractory Status Epilepticus model
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INTRODUCTION 2. Diazepam (DZP) suppresses kainic-acid induced 4. KCC2 activation reduces seizure-induced abberant
refractory SE in KCC2 phosphomutant T9O6A/T1007A neurogenesis and ectopic migration of granule cells in

knock-in mouse model. dentate gyrus

- We descibed and reported the efficacy of OV350, a direct KCC2 activator, in reducing seizure severity,

In limiting the development of benzodiazepine-resistant Status Epilepticus (BDZ-RSE) and in terminat-

ing ongoing BDZ-RSE. We also demonstrated that KCC2 activation by OV350 ameliorates neuronal A 5 Healthy brain Epileptic bfainc%
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- In KCC2-T906A/T1007A mutant model where KCC2 activity is enhanced, DZP is sufficient to Yellow arrowhead indicates the ectopic neural progenitor cells in the hilus of the dentate gyrus.

suppress kainic acid-induced epileptiform activity and seizure power.
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