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Difference of cell cycle between nifedipine responders
and non-responders
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WFZE B OB (#3C) @ In this study, to elucidate the cause of nifedipine—induced
gingival overgrowth, it has been evaluated whether there is differences in the cell cycle
phase distribution and the apoptosis in the presence of lipopolysaccharide between
gingival fibroblasts derived from patients with/without gingival overgrowth during
nifedipine—treatment. Nifedipine reactive cells underwent the enhanced cell cycle
progression, the diminished apoptosis, and the decreased expression of apoptosis
regulatory proteins (Bax, Cytochrome ¢, Caspase—3 and -9) in comparison with nifedipine
non-reactive cells.
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