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Understanding of pathogenesis of Trisomy 8-induced myelodysplastic syndrome

Sashida, Goro
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It has long been known that chromosomal abnormalities are deeply involved in
the development and progression of cancer. In myelodysplastic syndrome (MDS), numerical chromosomal
abnormalities such as trisomy 8 and monosomy 7 are closely related to the pathophysiology and

prognosis of MDS, and are also essential criteria for diagnosis and treatment selection. Although

trisomy 8 has a relatively poor prognosis, the responsible gene and responsible region on chromosome
8 were not clarified due to the heterogeneity of MDS cells by examining only alteration of
expression of genes in Chromosome 8. Under these circumstances, we introduced human chromosome 8
into mouse ES cells using artificial chromosome technology, created a +8 chimeric mouse, established
a new MDS model, and analyzed the function of +8 hematopoietic stem cell.
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