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TR FEOME (30) : Obsessive-compulsive disorder (OCD) is characterized by the
compulsive behaviors in order to reduce anxiety due to obsession. In this study, a role of
glutamate on the pathogenesis of OCD was investigated by mainly from the genetic aspects.
SLC1A1 and SLCA3, genes of glutamate transporter, were selected, and 7 polymorphisms
were identified. Genotype frequencies of four of the polymorphisms were different between
normal controls and OCD patients. In addition, serum BDNF level was significantly higher
in OCD than in normal controls. Quantitative measurement of glutamate was performed
by tH-MRS, but further evaluation is needed.
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