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Regulation of cell cycle by the signaling from endoplasmic reticulum.
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endoplasmic reticulum (ER)-resident transmembrane transcription factor OASIS

is cleaved in response to ER stress. The cleaved N-terminal fragments containing DNA-binding domain
translocate into the nucleus and act as a transcription factor. We demonstrated that OASIS is
activated in response to DNA damage, and induces cell cycle arrest via p2l induction independently
of p53. We found that many glioma patients and glioblastoma cell lines exhibited low expression of
OASIS due to high methylation of its promoter. Specific removal of this hypermethylation in
glioblastomas by epigenomic engineering suppressed the proliferation and tumorigenesis. These
findings suggest OASIS as a novel cell cycle inhibitor with potential to act as a tumor suppressor.
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