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ABSTRACT: The O-GlcNAcylation as the post-translational modification (PTM) of protein, involves in important life activities
such as gene transcription, signal transduction, cell differentiation. Chondrocytes and osteoblasts are two important cells in the skeletal
system, and their differentiation is important for bone formation. Recent studies show that the O-GIcNAcylation affects the differentiation
of chondrocytes and osteoblasts by regulating the activity of key molecules in multiple signaling pathways. In order to further elucidate
the molecular regulation mechanism of O-GlcNAcylation in Chondrocytes and osteoblasts differentiation, and hopefully provide new in-
tervention targets and new therapy strategy for clinical treatment of osteoarthritis and osteoporosis in future, we mainly overview the cur-
runt study of how the O-GIcNAcylation regulates the differentiation of Chondrocytes and osteoblasts.
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Fig.1 The process of O-GIcNAc glycosylation
RN -5 A EEE T RS EECES REESE
UDP-GleNAc, 7£ OGT BJ1EFA T UDP-GeNAc 5¥ IR AFE B R £
SRKEMRLE T, OGA MW UDP-GeNAc 5EB T E,
Note: Approximately 2-5% of the intracellular glucose produces
UDP-GlcNAc through the hexosamine biosynthetic pathway(HBP).
O-GlcNAc transferase (OGT) can catalyse the transfer of a GIcNAc moiety
from the donor substrate UDP-GIcNAc to the Ser/Thr hydroxyl residues of
target protein, and O-GlcNAcase (OGA) can catalyse the hydrolysis of this

0GA

sugar modification.
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