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The role of ER-resident transmembrane protein OASIS in cellular senescence
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In this study, we showed a role of ER-resident transcription factor OASIS in
cellular senescence. The expression and activation of OASIS are induced by DNA damage in murine
primary astrocyte. Investigation of OASIS KO astrocyte revealed that cell cycle arrest and the
transition to cellular senescence after DNA damage are repressed compared to WT. Additionally, the
expression of a series of senescence-associated secretory phenotype (SASP) related genes is
decreased in KO. Collectively, DNA damage induces OASIS expression and activation, and OASIS
promotes cellular senescence thorough transcription of cell cycle and SASP related genes.
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