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Establishment of Hippo pathway defective oral cancer model mouse
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Although some genetic abnormalities are reported in patients with

Head-and-neck squamous cell carcinoma (HNSCC), other genetic mutations may also be important for
onset and progression of HNSCC because these reported mutations cannot reproduce tumorigenesis for
short span. Here, we established HNSCC model mouse by tongue-specific deletion of Hippo pathway
gene, underwent surprisingly rapid and highly reproducible tumorigenesis. Combinations of molecules
mutated in HNSCC may increase and sustain YAP1l, effector of Hippo pathway activation to the point of

oncogenicity. Strikingly, siRNA or pharmacological inhibition of YAP1 blocks murine HNSCC onset in
vitro and in vivo. Our present data indicating that YAP1 may be a strong driver of the onset and

progression of HNSCC.
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