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In this study, | focused on CREB3 as one of the Golgi stress signal sensors.
In particular, 1 analyzed the regulation of expression and degradation of CREB3 and CREB3L2 as
CREB3 family members, and ATF6, which has a similar structure to CREB3. We also established Neuro2a
cells deficient in CREB3 and ATF4, and analyzed putative CREB3-target genes and ER stress inducible
genes. Finally, analysis using OSW-1, an anti-tumor compound with a cholesterol skeleton, revealed
the existence of an atypical Golgi stress pathway that does not involve CREB3 activation. Our
findings are expected to lead to the development of new Golgi-targeted drugs and indicators.
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