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WFIEEE R OBEE (F30) : We aimed to clarify the relation between aging-related diseases and the glycan
functions by researching the aging-associated glycan alterations and its regulatory mechanisms. At first,
we demonstrated that the oxidative stresses and the proteasome functions influenced the accumulation of
the ectopic abnormal glycoproteins in the aging brain. Secondary, we observed that the adaptive
responses to the oxidative stresses took part in a healthy long life by analyzing the oxidative
stress-associated blood proteins in the long life senior citizen (centenarian). Finally, we found that the
glycosyltransferase, GnT-III expression was increased in Alzheimer’s brains and the secretion of
B-amyloid peptides from neuronal cells was inhibited by GnT-III.
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