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The study of endoplasmic reticulum stress pathway in mechanical stress-loaded
chondrocyte

Mizuta, Hiroshi

3,700,000

0A
ATF6a

This study showed that endoplasmic reticulum (ER) stress was induced by
long-term excessive mechanical stress, resulting decrease of anabolic function, increase of
catabolic function, and apoptosis in cultured chondrocytes. We also confirmed this finding in
conditions mimicking the intra-articular environments in elderly patients with osteoarthritis.
Furthermore, it was suggested that ATF6a , the ER stress sensor protein, may reduce the negative
effects by mechanical stress such as decrease of anabolic function, increase of catabolic function,
and increase of apoptosis in chondrocytes.
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