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[Abstract] Objective

To investigate the role of hypoxia inducible factor- 1o (HIF - 1) and Yes -

associated protein (YAP) in chondrogenic phenotype maintenance of hypoxia - induced growth plate

chondrocytes in vitro. Methods

The growth plate chondrocytes were harvested from 7-day-old SD rats and

cultured with cobalt chloride for hypoxia simulation. The phenotype changes of chondrocytes stimulated by

cobalt chloride were determined by measuring the changes of extracellular matrix levels and the expression
levels of Col2 protein. The expression levels of HIF-1a and YAP were detected by Western blotting. Results

The hypoxia simulated by cobalt chloride could promote the expression level of extracellular matrix of

chondrocytes and up-regulate Col2 protein expression. At the same time, cobalt chloride could up-regulate the

expression levels of HIF-1a and YAP proteins. Inhibition of HIF-1a expression could down-regulate the up-

regulation of YAP protein expression by cobalt chloride, while inhibition of YAP expression did not affect HIF-

la protein expression. Conclusion  Under the hypoxia environment simulated by cobalt chloride, the HIF-1a/

YAP signaling may play an important role in controlling the maintenance of the chondrogenic phenotype in

growth plate chondrocytes.

[Key words]  Cobalt chloride; HIF-1a; YAP; Chondrogenic phenotype
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