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Chondrocyte glycome analysis reveals the pathogenesis of osteoarthritis
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Degeneration of cartilage, the main component of osteoarthritis (0A)
lesions, is believed to begin with the destruction of glycan structures in proteoglycans. Although
many studies on the pathogenesis of OA have focused on the hypertrophic differentiation of
chondrocytes, none have addressed changes in glycoconjugate sugar chains. We have shown that
N-glycans are altered before the appearance of histological changes in the cartilage matrix and that

glycosphingolipids are involved in chondrocyte hypertrophy and OA progression. Therefore, in order
to detect homologous glycan variation during cartilage tissue degeneration and chondrocyte
differentiation, we succeeded in identifying glycans that play a important role in the onset of OA
by performing qualitative and quantitative comparative analysis of glycan structural changes in all
classes of glycans without limiting to one glycan class.
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