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Analysis of polymorphism in genes related to psychiatric diseases
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Abstract: The aim of this study is to reveal polymorphism in genes associated with psychiatric disorders
and/or neurodegenerative diseases. Using genomic DNA of 44 normal young adults, nucleotide sequences of
the 5° region of GSK3f gene containing the promoter region was analyzed. Polymorphic nucleotides were
identified at nucleotide position, — 717 (T/C), — 338 (G/C), — 252 (G/T), — 180 (A/T), — 50 (T/C), + 457
(C/G) and + 471 (C/A). Some of them were demonstrated to be novel polymorphism and may be specific to
the Japanese. Compared with other mammalian animals such as mouse, rat, bovine, dog and pig, the region
between the transcription initiation site and the initiation codon was revealed to be highly varied. However
sequences of the other region analyzed were highly conserved.

Lithium, a therapeutic agent for psychiatric disorder such as bipolar, inhibits GSK3 and production of
amyloidf, a main component of senile plaques in Alzheimer’s disease. In addition, the level of GSKf is
decreased in schizophrenia patients and increased depending on age. In conclusion, considering these facts, the
present data may provide us basic and important information in order to study mechanism (s) by which GSK38
gene expression is regulated.
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