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IncRNA FOXD2-AS1 regulates proliferation and apoptosis of cervical cancer cells
via targeting miR-506-5p

WANG Ting', GUO Peng’, CAO Aie' (1. Department of Obstetrics and Gynecology, Hainan Obstetrics and Gynecology Hospital,
Haikou 570100, Hainan, China; 2. Department of Obstetrics and Gynecology, the First Affiliated Hospital of Sun Yat-sen University,
Guangzhou 510030, Guangdong, China)

[Abstract] Objective: To investigate whether long non-coding RNA (IncRNA) FOXD2-ASI1 targets miR-506-5p to regulate prolifera-
tion and apoptosis of cervical cancer cells. Methods: Human normal cervical cells Ectl/E6E7 and cervical cancer cell lines (HeLa, Siha
and Caski) were cultured in vitro, and the expression levels of FOXD2-AS1 and miR-506-5p in cells were detected by qPCR. The
cervical cancer cells with FOXD2-AS1 knockdown and miR-506-5p over-expression were constructed by liposome transfection
technology, and the proliferation and apoptosis of cells were detected by MTT assay and flow cytometry respectively, the expression
of proliferation-related proteins CyclinD1, p21, p27 and apoptosis-related proteins Bcl-2, BAX, cleaved-capase-3 were detected by
WB. Dual luciferase reporter assay was used to verify whether FOXD2-AS1 would target miR-506-5p; and the effects of simultaneous
inhibition of FOXD2-AS1 and miR-506-5p on proliferation and apoptosis of cervical cancer cells were also analyzed. Results: Com-
pared with Ectl/E6E7 cells, the expression of FOXD2-AS1 significantly increased while the expression of miR-506-5p significantly de-
creased in cervical cancer HeLa, Siha and Caski cells (all P<0.01). FOXD2-AS1 knockdown significantly inhibited the protein expres-
sions of CyclinD1, Bcl-2 and cell proliferationin cervical cancer cells, but promoted the protein expressions of p21, p27, BAX, cleaved-
capase-3, and cell apoptosis (all P<0.01). miR-506-5p over-expression significantly inhibited the protein expressions of CyclinD1, Bcl-
2 and cell proliferation in cervical cancer cells, but promoted the protein expressions of p21, BAX, and cell apoptosis (all P<0.01).
Dual luciferase reporter gene assay confirmed that FOXD2-AS1 negatively regulated the expression of miR-506-5p in cervical can-

cer cells (P<0.01). Inhibition of miR-506-5p expression reversed the effect of FOXD2-AS1 knockdown on proliferation and apoptosis
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of cervical cancer cell (P<0.01). Conclusion: FOXD2-AS1 modulates proliferation and apoptosis of cervical cancer cells by negatively

regulating the expression of miR-506-5p.
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Fig.1 Expression of FOXD2-AS1 (A) and miR-506-5p (B) in human cervical cancer cells and normal cervical cells
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Fig.4 Effects of miR-506-5p over-expression on proliferation and apoptosis of cervical cancer cells
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C: The apoptosis of HeLa cells was detected by flow cytometry; D-F: WB detected the expression of proliferation and apoptosis-related
proteins in HeLa cells
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Fig.6 Effect of simultaneous inhibition of miR-506-5p and FOXD2-AS1 on the
proliferation and apoptosis of cervical cancer cells
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