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Migratory potential of osteoarthritic (0A) chondrocytes was examined by monolayer wound
assay using cultured chondrocytes isolated from human OA cartilage samples. Migration
of OA chondrocytes was regulated by cytokines/growth factors that are involved in OA
pathophysiology: platelet—derived growth factor (PDGF) and vascular endothelial growth
factor (VEGF) stimulated migration whereas interleukin (IL)-1beta and transforming
growth factor—beta suppressed migration. Stimulation of migration by VEGF may involve
ERK signals and expression of MMP family molecules. Suppression of migration by IL-1beta

might be related to production of prostaglandin E2.
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