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The molecular analysis of psychiatric disorders focusing missing heritability
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Psychiatric diseases including schizophrenia,and mood disorders, are considered
to the genetic background. A lot of from genome-wide association study (GWAS) have been performed based
on common disease-common variant hypothesis so far. Susceptibility genes directly linked to the
appropriate treatment, however, have not been discovered. In this situation, we analyzed familial cases
struggled with schizophrenia. One family we found in relatively isolated local area in Nagasaki, is over
three generations and has 13 patients with SCZ among of 35 individuals. G-band staining of a patient does
show normal karyotype, 46,XY, and microarray analysis dose not detect structural abnormality such as
chromosomal deletion and duplication. But, gy exome sequencing using next generation sequencer and going
through filtering step, just two genes have been detected to have gene alterations. We continue
functional assay genes that we identified.
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GWAS : genome-wide association study

WLS  : whole exome sequencing
WGS  : whole- genome shotgun
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