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Purpose: Major depressive disorder is a prevalent psychiatric disorder in primary care, associated with impaired patient functioning
and well-being. Fluoxetine is a selective serotonin-reuptake inhibitors (SSRIs) and is a commonly prescribed antidepressant
compound. Its action is primarily attributed to selective inhibition of the reuptake of serotonin (5-hydroxytryptamine) in the central
nervous system. Objectives ; The aims of this study were two-fold: (1) to determine the usefulness for investigation of the
transcription profiles in depression patients, and (2) to assess the differences in gene expression profiles between positive response
group and negative response groups by fluoxetine treatment. Methods: This study included 53 patients with major depression
(26 in positive response group with antidepressant treatment, 27 in negative response group with antidepressant treatment), and
53 healthy controls. To examine the difference of gene expression profile in depression patients, radioactive complementary DNA
microarrays were used to evaluate changes in the expression of 1,152 genes in total. Using 33P-labeled probes, this method provided
highly sensitive gene expression profiles including brain receptors, drug metabolism, and cellular signaling, Results: Gene
transcription profiles were classified into several categories in accordance with the antidepressant gene-regulation. The gene profiles
were significantly up-(22 genes) and down-(16 genes) regulated in the positive response group when compared to the control group.
Also, in the negative response group, 35 genes were up-regulated and 8 genes were down-regulated when compared to the control
group. Conclusion: Consequently, we demonstrated that radioactive human ¢DNA microarray is highly likely to be an efficient
technology for evaluating the gene regulation of antidepressants, such as selective serotonin-reuptake inhibitors (SSRISs), by using
high-throughput biotechnology.
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