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Elucidation of removal mechanisms for toxic advanced glycation products that
gradually accumulate in the daily diet
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Toxic Advanced glycation end-products (TAGE) are substances that accumulate
in the body as a result of sugar intake. Although TAGE has been suggested to be strongly involved in
the development and progression of various lifestyle-related diseases, its removal mechanism has
not yet been elucidated. In this study, we aimed to clarify the mechanism of TAGE degradation,
suggesting that TAGE was degraded by intracellular proteolytic mechanisms (autophagy and
ubrquitin-proteasome system). In addition, we constructed an experimental system to study the
degradation behavior of fluorescent labeled standard protein in cells, using fluorescence intensity
as an indicator of the degradation behavior of TAGE in cells.
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