| umateperone Partial Agonism at Presynaptic Dopamine D, Autoreceptors: Conelusions
Reversal of Haloperidol-Induced Tyrosine Hydroxylase Phosphorylation.in Mice e e et

at S40, as expressed locally in striatal terminals

Maxine Chen, PhD'; Gretchen L. Snyder, PhD'; Sophie Dutheil, PhD’ 'Johnson & Johnson, Titusville, NJ, USA , , , ,
Lumateperone’s suppression of haloperidol-induced p-TH
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full/partial dopamine D_ receptor agonists (cariprazine,
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quinpirole, aripiprazole, and brexpiprazole) at presynaptic
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« Data were analyzed by 1-way analysis of variance (ANOVA) using GraphPad Prism 9 software, and results are : Obtained from Cell Signaling (#2791S);
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. Halo, haloperidol; ns, not significant; Quin, quinpirole.
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