Population Pharmacokinetics/Pharmacodynamics of Antidepressant R,R(-) and S,S(+) Reboxetine (RBX)
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Figure 1: Goodness-of-Fit of the PK Models for R,R(-) and S,S(+) Reboxetine Where: "
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Reboxetine (RBX) is a unique selective noradrenaline reuptake inhibitor that exhibits antidepressant
activity in adult patients with major dep! ion. Oral of is rapid and by
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covariate analyses was as defined previously. RBX treatment results in an approximate increase in pulse rate of 8 beats/minute, with no significant influence

from dose, demographics, or concomitant medications.




