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Study on the protein quality control mechanism in the endoplasmic reticulum
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Newly synthesized proteins obtain its native conformations by the assistance

of chaperone proteins and folding enzymes, while polypeptides that failed to fold correctly are
disposed by the intracellular degradation machinery. This mechanism is named as protein quality
control. Misfolded proteins are prone to aggregate, and accumulation of these abnormal species
frequently impairs cellular function, causin? conformational diseases.

In the present study, we analyzed the molecular mechanisms of protein quality control system in
mammal ian endOﬁlasmic reticulum (ER), focusing on the proteins that inhibit aggregation formation in
the ER, and the membrane complex in the ER that plays the central role in ER-associated protein
degradation.
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