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Using this mapping approach, lumateperone + ADT demonstrated
significantly greater improvements in predicted PHQ-9—-equivalent

scores than placebo + ADT, with treatment separation observed earl
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NMDA and AMPA receptors® — These analyses demonstrate that the 2 scales were positively associated, with 25 ' symptom—severity outcomes
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 In two pivotal Phase 3, randomised, double-blind, placebo-controlled, multicentre trials (Study 501, NCT04985942; Study — Therefore, the simple regression results were used descriptively to characterise ® p % estimates; however, they may help clinicians contextualise the observed
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