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Comprehensive analysis for animal model of chromosome rearrangement
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Recently, large scale genomic database revealed that 15025.2-25.3 as a one of the
novel risk loci for developmental disorders. Indeed three patients with 15925.2-25.3 deletion exhibited
autistic or neurological phenotypes indicating that this locus may involved in psychological/emotional
aspects. To analyze association between this risk locus and behavioral abnormalities, we developed
humanized mice model which recapitulate human 15925.2-25.3 deletion by using chromosome engineering
technique. In this term, first, we transferred mouse genetic background, 129 to C57BL/6J, to conduct
behavioral neuroscience research. The speed congenic method enable us to start next study earlier than
expected but spent one year. Next, we conducted comprehensive behavioral analysis to identify risk loci
related behavioral abnormalities. Although typical autistic behaviors (e.g. social deficit and repetitive
behavior) have not seen in this mouse, anxiety related behaviors were observed.
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