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Figure 1: Rapid Action of Ketamine
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antagonist produces rapid Tryptophan metabolism along the kynurenine pathway produces
antidepres’sant effect via an as yet Hypothesis: Ketamine treatment rapidly reverses abnormal kynurenine pathway metabolism and that this effect mediates the clinical improvement in neuroactive metabolites which may modulate glutamatergic
unknown mechanism [1]. TRD Aim: To monitor the production of kynurenine from tryptophan at multiple time points following ketamine infusion. neurotransmission [4].
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selection strategies for particular patient subgroups
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