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The mechanism of cannabidiol in anti-epilepsy
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Abstract; Cannabidiol is the main non-psychoactive component of cannabis, which has a wide range of
therapeutic effects,especially as an additional drug in the treatment of refractory epilepsy patients has achieved
a positive effect and has shown good prospects for antiepileptic drugs. This article reviews the current research
progress on the signaling pathways of the anti-epileptic mechanism of cannabidiol. Early, scholars mainly re-
ports with the cannabinoid receptors,55 G protein coupled receptors,glycine,adenosine receptors,transient re-
ceptor, potential vanilloid receptor channel 1,serotonin receptors,gamma aminobutyric acid receptor, voltage-
gated ion channels and other related targets. Subsequent studies have found that peroxisome proliferator-acti-
vated receptor Y,P-glycoprotein and phosphatidylinositol 3-kinase ¥ also play a role in the anti-epileptic mech-
anism of cannabidiol. In the future,it is necessary to continuously explore its mechanism,clarify the relation-
ship between targets, find new intervention targets, study its therapeutic potential and provide reference for
the development of safer drugs.
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