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WAL R OMEEE (Fn30) + AN A FIRIEZ RRICEMRRE S ) La v —KZER (CNV) fi#
e it L7z, BEHODO R CNV IDINA, BIEICBE L 5 2B/ CNV 2 [FIE LT,
NEAE CNV I Y 2 SFERBHI AR CRAR T 3B G X DB 2 s L 7o, VIPR2 BHAE OB
FEAT 2 SEfE L7223, BEELEER D 227 o Te AWTFEIL M ARRE CNV it &8s 1 FE ST 2 4
B, A FEDOBIR PR -2z b6 L,

WFFERE T OMEEE (J530) : We have performed high resolution genome wide copy number
(CNV) screening of Japanese schizophrenic patients. Besides the known large CNVs that
are previously reported to be associated with schizophrenia, we found novel variations.
Smaller CNVs were followed up using lymphoblastoid cell lines (ILCL) in order to measure
expressional impact. No association between VIPREZ duplication and schizophrenia was
identified. In conclusion, our study demonstrated that combination of high resolution CNV
screening and transcriptomics is useful method for investigating genetic susceptibility to
schizophrenia.
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