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MR S O BEE (H L) : HRD1 promotes degradation of unfolded proteins in the
endoplasmic reticulum as a ubiquitin ligase. In the present study, we suggest the possible
involvement of oxidative stresses in the decrease of HRD1 protein, which promotes
degradation of amyloid precursor protein (APP), in the brain of Alzheimer’s disease (AD)
patient. Furthermore, we found another ubiquitin ligase, which is involved in the amyloid B
production. In addition, we synthesized some compounds, which prevent unfolded protein
accumulation involved in Parkinson’s disease.
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