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ABSTRACT: The growth of prostate cancer dependent on androgen, however most of prostate cancer may result in progression to
androgen independence after ADT androgen deprived therapy . Even so androgen receptors express in majority of androgen indepen-
dent prostate cancer. Therefore androgen receptor is important in the progression of prostate cancer. The Akt signaling pathway promotes
the aggressive of prostate cancer, by the maintenance of cell survival, cell metabolism and angiogenesis, inhibiting apoptosis. In this
review, we described interaction between androgen receptor and the Akt signaling pathways by summarizing previous research. Akt sig-
naling pathway can be positive or negative regulation of AR protein expression, and its stability and transcriptional activity, thereby
maintaining cell survival, metabolism. In addition, androgens regulate the Akt pathway by both genomic and non-genomic effects. The
synergy between Akt and AR signaling that is sufficient to initiate and progress native adult murine prostatic epithelium to frank
carcino- ma and override the effect of androgen ablation.
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