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dorsolateral prostates of 70 day old rats, suggesting that early exposure to genistein can have a 
programming or imprinting effect on androgen receptor expression. However, genistein at each 
period of postnatal development did not alter androgen receptor mRNA in the prostate, data that 
argues against genistein causing gene silencing via DNA methylation mechanism in the prostate 
of rats. On the other hand, genistein in the diet resulted in increased apoptosis in the prostate. 
Phospho-Akt and Bcl-2 protein levels were decreased and Bax was increased in prostates of rats 
fed genistein in the diet, protein regulation consistent wit11 increased apoptosis, a cellular 
mechanism that can suppress prostate cancer development. 
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