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Molecular analyses on the intercellular signaling relating to the bone destruction o
T ameloblastoma

Nakamura, Norifumi
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Immortalized epithelial cell line derived from oral mucosa (MOE-1), as control, an

d immortalized ameloblastoma cell line derived from follicular-type ameloblastoma (AM-3) were established

and their biological characteristics were compared to AM-1, previously established immortalized ameloblast

oma cells derived from prexiform-type ameloblastoma.

AM-1 and AM-3 demonstrated positive reaction to the epithelial markers and negative to the mesenchymal one
maintaining the morphological characteristics of the epithelial cell. Expressions of MMP-2 and MMP-9 were
significantly higher in AM-1 and AM-3 than MOE-1. Wnt-5a and Wnt signaling receptors, LRP and Frizzled, o

f both AM-1 and AM-3 were higher than MOE-1 in the mRNA level. Furthermore, expression and activity of MMP

-9 in AM-3 increased dose- and time-dependently when stimulated with Wnt-3a protein.

These results suggested that local invasiveness of ameloblastoma may be regulated by MMPs expression throu

gh the Wnt signaling pathway.
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