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The regulation of hTERT’s transcription and its biological properties
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Abstract: Telomerase plays a crucial role inkeeping the length of telomere and the stabilization of the genome.
It has been found that the expression of the telomerase is increased in stem cells and malignant tumor cells, which
stabilizes the telomere’s length or even prolongs it. This make it possible to ensure these cells’ immortalization
and circumstances for the initiation of cancer stemcells. As the subunit of the telomerase, hTERT determines the
activity of the telomerase by its expression. We have made great advancements on researches of the regulation

of hTERT gene’ s transcription in rencent years. This is of great importance to reveal how the tumor is initiated,

develops, andprovides aneffective target for targeting therapeutics.
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