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WFZERC R OMEEE  (F3L) : BBF2H7 and OASIS, ER-resident transmembrane proteins, have been
identified as novel ER stress transducers that have roles in chondrogenesis and
osteogenesis. BBF2H7 and OASIS are notably unstable proteins that are easily degraded via
the ubiquitin—proteasome pathway under normal conditions. ER stress conditions enhanced
the stability of BBF2H7 and OASIS, and promoted transcription of their target genes.
HMG—CoA reductase degradation 1 (HRD1), an ER-resident E3 ubiquitin ligase, ubiquitinated
BBF2H7 and OASIS under normal conditions, whereas ER stress conditions dissociated the
interaction between HRD1 and BBF2H7 or OASIS. The stabilization of OASIS in Hrdl-/- cells
enhanced the expression of collagen fibers during osteoblast differentiation, whereas a
knockdown of OASIS in Hrdl-/- cells suppressed the production of collagen fibers. These
findings suggest that ER stress stabilizes OASIS family members and this is a novel
molecular mechanism for the activation of ER stress transducers.
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