©
2011 2014

Prosthetic_importance of monocyte chemoattractant protein-1 produced by the cells
of the periodontal ligament
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The inflammatory cytokine TNF-a 1is a potent osteotrophic cytokine. Although
monocytes are often observed near areas undergoing bone resorption in the periodontal ligament tissue,
the mechanism of monocyte recruitment is unknown. We considered that monocyte chemoattractant MCP-1 is
contributed in the monocyte recruitment. It has been showed that the periodontal ligament cells have
phenotypes typical of osteoblasts, and then, we examined the effect of TNF-a on expression of MCP-1 by
using the osteoblastic cells. Moreover, it has been suggested a functional role of transcriptional factor

AP-1 in MCP-1 gene expression induced pg_TNF—a . TNF-a -induced MCP-1 gene expression is_suppressed by
pretreatment of SP600125, a potent inhibitor for JNK. Thus, TNF-a has the ability to stimulate
AP-1-mediated expression of MCP-1 after activation of JNK in osteoblastic cells.
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Fig 1. Generation of monocyte chemotactic activity and secretion of
MCP-1 protein by TNF-o-treated MC3T3-EI cells
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Fig 2. TNF-u is able to induce MCP-1 gene expression in MC3T3-E1 cells
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Fig 3. Curcumin, a potent inhibitor for c-jun/AP-1, inhibited MCP-1
gene expression in TNF-a-treated MC3T3-E1 cells
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Fig 4. Role of JNK in TNF-c-induced MCP-1 gene || Fig 5. TRE-binding of AP-1 in
expression in MC3T3-E1 cells TNF-a-treated MC3T3-E1 cells
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