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Abstract: Objective To investigate the mechanism of GLI-1 in aggressive behavior of cervical cancer Hela cell induced by hypoxi-
awhether hypoxia. Methods For the current study,Hela cells were incubated in normoxia and hypoxia conditions respectively. The mRNA
and protein expression levels of GLI-1 was monitored by RT-PCR and Western blot, cell invasion abilities were detected by Transwell invasion
assay again. Results The results demonstrated that hypoxia micro-environment was able to up-regulating the expression levels of GLI-1 and
enhance the invasion potentiality of cervical cancer Hela cells. Furthermore , blocking of GLI-1 by using specific siRNA could significantly in-

hibit the invasion ability of Hela cells in hypoxia, with down-regulating the expression of GLI-1 gene. Conclusion The invasion ability of

cervical cancer Hela cells was enhanced by upregulating the expression of GLI-1 in hypoxia.
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