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Von Hippel-Lindau VHL disease is inherited cancer syndrome, which develop
several types of cancers and/or is complicated by them. The aim of this project is to establish
novel disease model of human VHL disease, and to elucidate the mechanism of the onset and/or the
development of VHL disease using patient-derived iPS cells.

We developed the in vivo evaluation system to recapitulate VHL-associated cancers using NOD/SCID
mice and new in vitro experimental method of the differentiation from iPS cells to the origins of
VHL-associated cancers that there are no human cell lines. In addition, we selected some candidate
target genes as useful for facilitating the differentiation to the origins of VHL-associated
cancers.

These results suggested that in vivo and in vitro experimental methods as a basis for this project
were established and we progressed forward the elucidation of the mechanism of the onset and/or the
development of VHL disease.
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