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ROLE OF IMMUNITY AND NEUROINFLAMMATION IN THE PATHOGENESIS 
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Summary. Epilepsy is one of the most common chronic brain disorders, that affects 1% of the human population. Experimental and 
clinical studies suggest that there is a positive feedback cycle between neuroin  ammation and epileptogenesis. Epileptic activity lead to 
increase of key in  ammatory mediators and activates immune responses in the brain. This in turn promotes the neuronal excitability and 
the likelihood of recurrent spontaneous seizures. In this review we describe data of preclinical and clinical studies, wich showed the role 
of neuroin  ammation in the pathogenesis of epilepsy. We discussed several proin  ammatory pathways, like IL-1R/TLR signaling cascade, 
wich are involved in the immune response of the brain after seizures. Finally we highlighted the immune mechanisms of epiletogenesis. 
In  ammatory mediators, such cytokines and prostaglandins could be therapeutic targets for the development of new antiepileptic drugs, 
wich in  uence on pathogenetic course of epilepsy.
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