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Abstract

The effects of genistein on the cell proliferation in human breast cancer MCF-7
cells were investigated. Genistein inhibited the cell proliferation of MCF-7 cells
and the concentration required to produce 50% growth inhibition at 24 h was ap-
proximately 27.5 M. Genistein-induced cell death was characterized with changes
in DNA fragmentation. DNA ladder produced by a genistein-induced apoptosis
was observed in dose- and time-dependent manners. The molecular mechanism of
genistein-induced apoptosis was also investigatedby the Western blot analysis of
apoptosis-related proteins, such as caspase-3, 8, 9, p38 mitogen-activated protein
kinase (MAPK) and apoptosis signal-regulating kinase 1 (ASK-1). MCF-7 cells
treated with genistein induced theactivation of caspase-3 by the cleavage of pro-
caspase-3 and the phosphorylation of p38 MAPK and ASK-1. However, the cleav-
age of procaspase-8 and 9, which is known as mediators of procaspase-3 activa-
tion, was not observed in genistein treated MCEF-7 cells. We are currently inves-
tigating the relation of p38 MAPK, ASK-1 and genistein in MCF-7 cells.
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