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WP OBEEL (FEL) @ We have demonstrated that human cancer cell lines (PC—14 and RERF)
express PPARgamma. Troglitazone, a PPARgamma ligand, dose-dependently inhibited cell
growth, and upregulated mRNA and protein expression of VEGF. A inhibitor of VEGF

significantly blocked the troglitazone—induced inhibition of cell growth, suggesting
that VEGF may play a vital role in the inhibition of cell growth by troglitazone in human

cance cells.
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