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transcription factor ATF6 and its role in the evolution of vertebrates
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The endoplasmic reticulum (ER) membrane-bound transcription factor ATF6 is a
protein with a short half-life of 2 h and constitutively subjected to glycan-dependent
ER-associated degradation, although it functions as an ER stress sensor and transducer. | analyzed
mannose trimming enzymes which are important for this degradation mechanism and discovered that the
trimming of M9 to M8 is carried out by EDEM2 and that the trimming of M8 to M7 is carried out by
EDEM1/3 (EDEM3 plays a major role). These results have completely renewed the previous model.
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