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Effect of antisense cligodeoxynuclectide targeting against telomerase on proliferation of
laryngeal carcinoma cells
PU Yiping , et of
{Deparment of Otorhinolaryngology. the Second College of Clinical Medicine, Chongging Medical University)

[ Abstract ] Objective : To investigate the effect of the antisense oligodeoxynucleotide {AS-ODN) targeting
against telomerase on laryngeal carcinoma cells Hep-2 strain in vitro. Methods: MTT test and plat clone forming
test were used to measure the proliferation inhibition of the AS-ODN targeting against telomerase on Hep-2 cell
strain. Telomerase activity of Hep-2 cell strain was analysed by PCR-ELISA technique. Results: The AS-ODN
inhibited Hep-2 cell strain obviously with dose dependence and time dependence. The AS-ODN inhibited
telomerase activity of Hep-2 cell strain with density dependence. Conclusion: The AS-ODN targeting against
telomerase could inhibit the proliferation of Hep-2 cell strain,
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