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Bi-directional interactions between anti-seizure medications

come    

Antiseizure medications (ASMs) fail to reduce symptoms of epilepsy in 1/3 of the children.

Early life microbiome is vulnerable to xenobiotics.

ASMs disturb early-life gut microbiome dynamics.

Dissect reciprocal interactions between the gut microbiome species and ASMs under in-vitro conditions.

-Hydrophobic ASMs were more inhibitory towards the growth of gut bacterial strains.

-Artificial sweeteners and parabens, positively and negatively impacted the growth of gut strains, respectively.

-Mixed microbial communities reduced the bioavailability of lamotrigine and carbamazepine (mechanisms under investigation).

-Host cells were impacted by ASMs and this effect could be modulated by gut bacterial supernatants (e.g. for drug resistance gene expression).

Carbamazepine and lamotrigine impaired the growth of Gr (-) and Gr (+) bacteria, respectively.

Propyl-paraben inhibited growth of 26 strains out of 32.

Sweeteners stimulated the growth of majority of the strains.

Feces-derived microbial communities reduced carbamazepine and lamotrigine concentration up to 26% (≈ 100 mM).

Inoculum composition had significant impact on the rate of carbamazepine and lamotrigine dissipation.
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