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Abstract; Telomerase is Ribonucleoprotein complex in eukaryocyte, which is composed of telomerase reverse tran-
scriptase( TERT) and telomerase RNA. Telomerase is a special DNA polymerase which can extend the terminal of
DNA and maitain the length of telomere. TERT have reverse transcriptase activity. Telomerase activity do not exam-
ine in most somatic cell and primary cell, but most tumor cell have strong telomerase activety. It was think that the

telomerase has sthrong relation with tumor ocurrenss. In this article, the author instruct the correlation of G— strand

and P53 in tumor occurness.
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