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ABSTRACT: Serine racemase (SR) is a pyridoxal 5'-phosphate -dependent enzyme that synthesize d-serine, an amino acid now
viewed as the main endogenous co-agonist necessary for N-methyl-D-aspartic acid (NMDA) receptor activation. SR-dependent
regulations of NMDA receptor activation affect neural development, synaptic plasticity and cognitive function. SR is regulated by
transcription, translation and post-translational modification, small ligands, protein interactors, and subcellular distribution. SR
deregulation is associated with a wide range of neurological and psychiatric diseases including schizophrenia, traumatic brain injury and

Alzheimer's disease. Here we review several aspects of SR focusing on mechanisms regulating SR, as well as physiological and

pathology effects of SR in central nervous system.
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