Esmethadone (REL-1017) Restores NMDA Receptor 1 Subunit Expression in an In Vitro Model of Glutamatergic
Excitotoxicity
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INTRODUCTION RESULTS

* The NMDAR channel Dblocker esmethadone (REL-1017; * 10 uM L-glutamate significantly decreased mRNA (p < 0.01) and membrane protein (p < 0.05) expression.
dextromethadone; DXT) reduces depressive-like behaviours

in animal models via BDNF and mTlToR dependent
mechanisms (Fogaca 2019).

* Esmethadone restored NMDAR1 mRNA and membrane protein expression in a dose-dependent manner.
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* Retinal pigment epithelial ARPE-19 cells were plated in 25
cm? T-flasks at a seeding density of 2.5x10°, or onto X
sterilized coverslips placed into cell culture plates, for RNA
extraction and |IF assay, respectively.

* Cells were maintained in standard culture medium enriched
with MgCl, (final concentration :(1.2 mM Mg%*), and O
CaCl,-2H20 (final concentration : 1.4 mM Ca?").

* Cells were then passed in modified culture medium and
treated with 10 pM L-glutamate, either alone or in FORWARD PRIMER (5°-3’) REVERSE PRIMER (5°-3°)
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* For RNA extraction, cells were detached, centrifuged, and REL-1017 g -
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elution.
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* RNA extracted from ARPE-19 cells was amplified and

quantified by one-step gRT-PCR. The samples were diluted
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