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LncRNA MALATI1 promotes proliferation and metastasis of cervical cancer cell
via regulating miR-124-3p/IGF2BP1 axis

ZHOU Li, QIN Juan, LU Anwei (Department of Obstetrics and Gynecology, Maternal and Child Health Hospital of Guiyang City, Gui-
yang 550000, Guizhou)

[Abstract] Objective: To investigate the mechanism of IncRNA MALAT1 modulating proliferation and metastasis of cervical cancer
cells via regulating miR-124-3p/IGF2BP1 axis. Methods: A total of 45 cases of cervical cancer tissues and corresponding paracancer-
ous tissues resected from patients, who were admitted to the Department of Obstetrics and Gynecology of Guiyang Maternal and Child
Health Hospital during April 2014 and December 2017, were included in this study; in addition, cervical cancer cell lines SiHa, Caski,
HeLa and C33awere also collected for this study. qPCR was applied to detect the expression of MALAT in cervical cancer tissues and
cell lines. MALAT1-knockdown vectors, miR-124-3p inhibitors and IGF2BP1-overexpression vectors were constructed and used to
transfect cervical cancer cells, respectively; the influence of MALAT1 or MALAT1 knockdown on cell proliferation, invasion and epi-
thelial mesenchymal transition (EMT) via miR-124-3p/IGF2BP1 axis were determined by CCK-8 assay, Transwell assay, Wb and im-
munofluorescence, respectively. The interaction between MALAT 1, miR-124-3p, and IGF2BP1 were verified by dual luciferase report-
er gene assay. Results: MALAT1 was up-regulated in cervical cancer tissues and cell lines (P<0.05 or P<0.01). Meanwhile, MALAT1
knockdown remarkably inhibited proliferation, invasion and EMT of cervical cancer cells (P<0.05 or P<0.01). Moreover, dual-lucifer-
ase reporter gene assay showed that MALAT1 directly interacted with miR-124-3p and down-regulated its expression, while miR-124-
3p negatively regulated IGF2BP1 expression. Our experiment further validated that MALAT1 knockdown suppressed proliferative, in-
vasion and EMT of cervical cancer cells via inducing the inhibitory effect of miR-124-3p on IGF2BP1 (P<0.05 or P<0.01). Conclu-
sion: MALAT1 promotes the proliferation, invasion and EMT of cervical cancer cells by down-regulating miR-124-3p/IGF2BP1 axis,

which provides potential molecular targets for early diagnosis or treatment of cervical cancer.
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Fig. 1 Expression of MALAT1 in cervical cancer tissues and cell lines and its relationship with patients’ prognosis
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A: qPCR was used to detect the expression of MALAT1 in Caski and HeLa cells; B: CCK-8 was applied to evaluate the cell viability;
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Fig. 2 Effect of MALAT1 knockdown on proliferation, invasion and apoptosis of cervical cancer cells
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A: The bioinformatics analysis result showed that MALAT1 had a binding site with miR-124-3p; B: Dual-luciferase reporter gene assay
was used to verify the relationship between MALAT1 and miR-124-3p; C: qRT-PCR was used to detect the expression of miR-124-3p;

D: The Spearman’s correlation analysis was used to evaluate the relationship between MALAT1 and miR-124-3p
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Fig. 3 Regulation of MALAT1 on miR-124-3p expression
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regulating miR-124-3p/IGF2BP1 axis
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