The muscarinic M1 antagonist PIPE-359 demonstrates remyelination in vivo through visual evoked 206.19
s 1 prLi1 NE potential (VEP) and electron microscopy (EM) of mice with experimental autoimmune encephalitis (EAE)
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PIPE-359 reduces N1 latency shifts and N1P2 amplitude degradation

Profiling M1 antagonists through VEP
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