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Prostate cancer (PC) currently occupies leading positions in morbidity and mortality among all oncogenic diseases
of men in west countries. PC occurs in the form of adenocarcinoma (localized PC), which may exist uncertainly
long time in dormant non-life-threatening patient form or transform into an aggressive cancer that is insensitive to
androgen deprivation therapy, castration-resistant prostate cancer (CRPC), with metastasis and a rapidly fatal out-
come. PC arises from the epithelium of the prostate gland, the formation and functioning of which occurs under ac-
tion of androgens. Androgens, mainly dihydrotestosterone, induce the androgen receptor signaling pathway and reg-
ulate the growth and division of the prostate epithelium under normal conditions and in the cells of localized PC.
Androgen deprivation therapy, such as androgen receptor inhibitors, blocks the development of localized PC within
1.5—2 years, but then loses its effectiveness that inevitably leads to transition of the disease into an aggressive and
lethal CRPC. Inactivation of the tumor suppressor RB due to mutations, gene loss or post-translational modification
of its product results in the development of cancer of any tissue specificity. However, assessment of the status of RB
and its product shows that RB gene is altered in less than 1% of patients with localized PC, but its loss occurs in 17—
33% of patients with CRPC. This review of the literature considers the role of the pRb—E2F1 signaling pathway in
the pathogenesis of localized and castration-resistant PC.
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