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Exploration of functional foods for preventing desmoid tumor formation
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in vitro in vivo

Desmoid tumors are benign tumors that arise from myofibroblasts. However,
the standard medication strategy against desmoids has not been established yet. Therefore, we aimed
to establish the desmoid-like cell lines for drug screening. We attempted to establish the
desmoid-like cells that can grow in vitro by engrafting tumor-derived stromal alpha-smooth muscle
actin-positive fibroblasts to NOD/SCID mice. Two out of four cloned cell lines expressed both
vimentin (mesenchymal marker) and alpha-smooth muscle actin and exhibited their massive infiltration

into the muscle tissue with an interspersed collagen matrix when engrafted into NOD/SCID mice.
Furthermore, celecoxib, clinically used for the desmoid tumor treatment, showed anti-proliferative
effects on our established cell lines. In summary, we have successfully established the desmoid-like
cell lines which enable the screening of food factors for the prevention and medication of desmoid
tumors.
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