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A novel therapeutic strategy for the temporomandibular joint osteoarthritis
focusing on the osteoclast induction mechanism of temporomandibular joint
synovial cells

Yokota, Seiji
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Reverse transcription-quantitative polymerase chain reaction analysis
revealed that the P2Y1l, P2Y12, and P2Y13 purinergic receptor agonist adenosine 5";-diphosphate (ADP)
significantly induces monocyte chemotactic protein 1 (MCP-1)/ C-C motif chemokine ligand 2 (CCL2)
expression in the FLS1 synovial cell line. In contrast, the uracil nucleotide UTP, which is a P2Y2
and P2Y4 agonist, has no significant effect on MCP-1/CCL2 production in FLS1 cells. In addition, the

P2Y13 antagonist MRS 2211 considerably decreases the expression of ADP-induced MCP-1/CCL2, whereas
ADP stimulation enhances extracellular signal-regulated kinase (ERK) phosphorylation. Moreover, it
was found that the mitogen-activated protein kinase/ERK kinase (MEK) inhibitor U0126 reduces
ADP-induced MCP-1/CCL2 expression.
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