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Abstract. The aim of this study is to reveal polymorphism in genes associated with psychiatric disorders and
neurodegenerative diseases. Genomic DNA from patients affected by schizophrenia or bipolar, and normal
humans were analyzed. Comparing the psychiatric disorders with normal humans, no significant differences in
a ratio of polymorphism found throughout the regulatory region of GSK3f gene (promoter and 5’-UTR).
Lithium, a therapeutic agent for psychiatric disorder such as bipolar, inhibits GSK38and production of
amyloidf3, a main component of senile plaques in Alzheimer’s disease. In addition, the level of GSK3pis
decreased in schizophrenia patients and increased depending on aging. The results in this study lead us to
consider that 3°-UTR of GSK3p gene and trans acting factors for GSK3J transcription should be studied. In
conclusion, the present data may provide us basic and important information that promote revealing the

molecular mechanism for regulation of GSK3fgene expression.
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