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Development and application of high-density genomic microarray system
as a tool for human genome structural variation

IMOTO ISSEI

30258610

In order to identify genes related to pathogenesis and progression of human diseases, we
developed various genomic DNA-array platforms as analytical tools for structural human
genome variations, and performed analyses of cryptic copy-number alterations in patients
with multiple congenital anomaly/mental retardation (MCA/MR) using these tools.
Through systematic array-assisted approach and additional analyses of genes located
within regions with copy-number variations, we established technical bases of genomic
arrays as diagnostic tools and identified various disease-related regions/genes in patients
with MCA/MR.
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