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[ Abstract]  Epilepsy is a chronic neurological disorder characterized by recurrent, unprovoked seizures, affecting
over 50 million people worldwide, with nearly 30% of patients unable to achieve seizure control through medication. Notably,
individuals with inflammatory bowel disease are at a higher risk of developing epilepsy. The gut—brain axis refers to the
bidirectional communication between the gut and the brain, regulating intestinal homeostasis and central nervous system function
through neural networks, neuroendocrine, immune, and inflammatory pathways. Recent studies suggest that gut dysfunction and
dysbiosis may play a role in the pathogenesis and susceptibility of epilepsy. Additionally, interventions such as fecal microbiota
transplantation, probiotic therapy, and ketogenic diets, which aim to restore gut microbiota balance, have shown promising
effects in the treatment of refractory epilepsy, further supporting a potential link between the gut microbiota and epilepsy.
This paper describes the microbial-gut—brain axis, synthesizing what is known from previous studies about the role of the gut
microbiota in the pathogenesis and treatment of epilepsy, to inform the exploration of new gut microbiota—based therapeutic
options for epilepsy.
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