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Prostate cancer (PCa) is one of the most common oncological diseases, which goes through two stages in
its development. The first stage, localized prostate cancer, can proceed indefinitely in a dormant form that
does not require active medical intervention, or suddenly turn into an aggressive metastatic form with lethal
outcome. The pathogenesis of the transition of the dormant form of PCa to the metastatic form remains not
fully understood. The signaling pathways of the tumor suppressor pRb and the proto-oncogene [3-catenin are
probably the most involved in the pathogenesis of PCa but the role of their interaction in the pathogenesis of
prostate cancer has not been studied. The publication on the pathogenesis of tumors in other tissues suggests
that pRb may lose some properties of a tumor suppressor at the initial stage of PCa development due to its
interaction with (-catenin that enables tumor cells to gain competitive advantages for reproduction. In this
work, we have shown that the RB and (-catenin (CTNNBI) genes are well expressed in tumor and normal
prostate tissue. Unlike B-catenin, pRb is not detected by immunoblotting in tumor and normal prostate
tissue, but is easily determined in this way in extracts of control T98G cells. Co-immunoprecipitation with
antibodies to pRb from extracts of tumor and normal prostate tissue makes it possible to detect this protein
and PB-catenin by subsequent immunoblotting, which indicates the physical interaction of these proteins
in prostate tissue. On the other hand, immunoprecipitation of (3-catenin with antibodies to its C-terminal
fragment does not detect this protein in prostate extracts by subsequent immunoblotting using the same
antibody. In contrast to prostate tissue, 3-catenin is readily detected by immunoprecipitation combined with
immunoblotting in T98G control cell extracts. The obtained data suggest that pRb and B-catenin physically
interact with each other in cells of different tissue specificity. In T98G cells, this interaction probably occurs
through the C-terminal fragment of B-catenin, but in prostate cells it occurs in a different way, since the
C-fragment of (3-catenin is shielded from such interaction, possibly due to its physical association with pRb.

Keywords: localized prostate cancer, signal pathway, pRb, B-catenin, interaction
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