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Analysis of the protective effect of S100al against joint degeneration to
develop a new treatment for osteoarthritis

Mori, Yoshifumi
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In our previous study, we found that S100al knockout (KO) mice showed
greater progression of osteoarthritis than wild-type (WT) mice. In this study, we performed a global
gene expression analysis of articular cartilages from S100al KO and WT mice, which revealed that
the expression of anabolic factors was downregulated in the articular cartilages of the S100al KO
mice. In subsequent in vitro experiments, we found that S100al positively regulated the anabolism of
chondrocytes. S100 family proteins have two functions, namely extracellular and intracellular
functions. The results of this study suggest that the pro-anabolic effect of S100al might be
mediated by the latter.
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