An Assessment of Acute Pharmacodynamic Drug-Drug Interactions Between Cannabidiol and Cenobamate in a Mouse Model of Generalized Tonic Seizures
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7-OH-CBD?) expo’sures (normalized to parent potency) ’ 14.89 UM and 12.30 M, respectively (Figure 1B) combination index (CI) value was indicative of synergy (Cl <1) during concomitant administration vs single ASM. No significant effects were observed on motor coordination at all ratios tested
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evaluate potential adverse effects on motor coordination

* These studies were conducted with the active pharmaceutical ingredient
of Epidiolex® and results do not apply to other CBD-containing products
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