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Abstract:In recent years,studies on targeted therapy of prostate cancer as a new hot spot have
received more and more attention,and the androgen receptor (AR) pathways and potential targets
have been the research focus. As a non-AR pathway,the phosphatidyl muscle,3-hydroxyl kinase
(PI3K)/serine and threonine protein kinase (AKT) signaling pathway shows strong potential , which
is significantly associated with the development and outcome of prostate cancer,involving in reg-
ulation of cell proliferation,apoptosis,inflammation , angiogenesis and tumor progression. There-
fore ,molecular targeted therapy based on PI3K/AKT signaling pathway would become a novel ap-
proach for prostate cancer. This article reviews the expression of related factors on PI3K/AKT sig-
naling pathway and its abnormal activation in prostate cancer progression.
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