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Ovarian cancer is the 6th most frequent and the most lethal of the gynaecological cancers; it its oestrogen dependent and it is associated with
mutations in BRCA1 and BRCA2 genes. Both oestrogens and progesterone, and BRCA1 gene have important roles in the regulation of telomerase and
telomeres, key structures in development and in progress in every epithelial cancer.
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It can be concluded that both telomeres and telomerasa have key roles in the development and the progress in
ovarian cancer. In the early stages of the disease it can be supposed that the telomeric dysfunction is fundamental
for the formation of tumour cells. Moreover, it can be proved that an activation of telomerase is needed for the
maintenance of telomeres that have been shortened as a consequence of multiple divisions.

In addition, it has been proved that both, oestrogens and BRCA1 gene, two factors associated with this cancer, are
important regulators of telomerase and telomeres, either directly or indirectly. The deregulation of oestrogens
levels that occurs in ovarian cancer and mutations in BRCA1 that are associated with the disease propitiate the
activation of telomerase conducing to immortalization of tumour cells.

The use of techniques that analyse the telomerase activity and the state of telomeres in women with genetic
predisposition for ovarian cancer could help to improve her diagnostic and even implant a screening in
menopausal women. Finally, further studies in hormonal regulation could help to improve the therapies and with
everything together decrease the mortality of ovarian cancer.




