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Elucidation of the function of miRNAs at the 14932.2 imprinted region in the
placental development and hepatoblastoma development
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We conducted expression, methylation, and chromosome structure analyses in
14 hepatoblastoma tissues together with normal liver samples. Nine hepatoblastoma tissues showed
increased expression of the imprinted genes at 14g32.2. Methylation analysis of the promoter region
of the overexpressed MEG3 gene showed normal methylation or hypermethylation without structural
abnormalities of the imprinted region on chromosome 14. We generated a mouse model which delete
miRNAs cluster at the human 14932.2 imprinting region. The mouse phenotype was normal. The placenta
of miRNAs KO mice had poor glycogen cells development and poor development of spongiotrophoblast
layer. In trophoblasts, we observed cytoplasmic degeneration, and abnormalities in fetal vascular
endothelium.
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