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AM-1 cells stimulated with EGF were shown ERK activation strongly compared to FGF

stimulation. Forced expression of Spry2 inhibited FGF-induced ERK activation, but
accelerated EGF-induced ERK activation adversely.

On the other hand, in terms of an anti—apoptotic signaling, Akt activation and BCL-xL
expression were enhanced by EGF stimulation. Spry2 induced by Ras—ERK signal cascade was
negative regulator for ERK activation by FGF signaling, but accelerated it by EGF
signaling in AM-1 cells. Spry2 might be associated with the growth of ameloblastoma

through the promotion of EGF signaling.
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