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Repetitive Transcranial Magnetic Stimulation (rTMS) is an FDA−approved treatment for major depressive

disorder that is theorized to work by strengthening neuronal connections of key networks through a process

known as long term potentiation (LTP). We tested this hypothesis in a double−blind crossover study with

10 healthy subjects by administering an rTMS 'plasticity protocol'. This protocol is designed to enhance

excitability in the presence of pharmacologic activation of NMDA receptors with 100 mg d−cycloserine. NMDA

receptors are well−known to be necessary and sufficient for LTP.
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