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After 24 hours, cells were lysed and levels of total MET and pMET
(Y1234/Y1235) were quantified via HTRF and ELISA, respectively.

Motor neurons were plated in 24-well Matrigel plates and maintained
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were cocultured on differentiated human muscle cells for 14 days, a

sufficient culture period to allow formation of functional NMJ. Acknowledgments
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with glutamate 60 uM for 20 minutes, after which the media was
removed, and treatment was reapplied for an additional 48 hours.
By use of automatic quantification of MAP-2 immunolabeling,
cocultures were evaluated to determine motor neuron survival and

neurite network (total neurite length). Disclaimer
ATH-1105 is an investigational therapy that has not received FDA approval and has not been demonstrated to be safe or effective for any use.
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