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Research progress of telomerase reverse transcriptase in urogenital carcinoma
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Abstract: Telomerase and the control of telomere length are closely related to the development of human cancer.

Mutations in the promoter region of telomerase reverse transcriptase (TERT) will have an enormous impact on the

tumourigenesis process of urogenital tumour. In addition, the expression of TERT has also been proved to have

correlations with poor prognosis. This article summarizes the current potential roles of TERT in the tumorigenesis

and development of urogenital carcinoma, suggests that TERT holds promise as a biomarker for the evaluation of

prognosis, and has great potential as the basis for targeted therapies.
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