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Expression of Eagl K channel in cancer of the cervix and the regulation of hypoxia~
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Abstract: Objective
sues and CACX Hela cells. Methods We determined the effects of different hypoxia time and hypoxic concentration on the expres-
sion of Eagl mRNA in Hela cell by using RT-PCR. Results

Immunohistochemistry was employed to detect the expression of Eagl protein in different cervix uteri tis-

The expression of Eagl protein in cervical intraepithelial neoplasia
(CIND) tissue was significantly higher than that in normal control group.and the expression in CACX tissue was remarkably higher
than that in CIN group. The expression of Eagl ascended as the development of clinical stage of cervical cancer,but almost irrele-
vant to pathological grade. Results of immunofluorescence and RT-PCR suggested that the expression of Eagl significantly in-
creased along with the aggravation of hypoxic degree and prolong of hypoxia time. Conclusion Eagl K™ channel protein is possible
to become diadynamic criteria for new early screening and CACX biological behavioral judgment. Meanwhile, Eagl plays an impor-
tant role in hypoxic reception of CACX Hela cell.
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