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Apc/Smad4 compound mutant mice develop intestinal adenocarcinomas with marked tumor
invasion. We demonstrated here that cancer cells at the invasion fronts expressed a
progenitor cell marker cKIT. Although 5-fluorouracil treatments retracted the invasive
adenocarcinomas, the ¢ KIT positive cancer cells did not disappeared from the tumors in
contrast to the ¢KIT negative cells. These results suggest that the ¢KIT positive cells
are resistant to b—-fluorouracil treatments.
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