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[Abstract] Objective To explore the expression of IGF2BP2 (insulin growth factor 2 mRNA binding protein 2) in cervical
cancer (CC) and its Impact on the Malignant phenotype of Cervical Cancer Cells. Methods To compare the expression of IGF2BP2
in cervical cancer and normal tissues, as well as its correlation with patient staging and survival used by the Cancer Genome Atlas
(TCGA) database, the Genotype-Tissue Expression (GTEx) database, and the Gene Expression Omnibus (GEO) database. The
expression of IGF2BP2 was confirmed by tissue microarray immunohistochemistry, qRT-PCR and Western blot.Infect cervical cancer
cells SiHa and Caski with lentiviruses to construct IGF2BP2 downregulation groups (IGF2BP2 knockdown), IGF2BP2 upregulation
groups (IGF2BP2 overexpression), and control groups (downregulation control, upregulation control). Observe the effects of
IGF2BP2 expression changes on the proliferation, apoptosis, migration, invasion, and epithelial-mesenchymal transition (EMT) -
related protein expression of cervical cancer cells. Results The expression level of IGF2BP2 in cervical cancer tissues and cells was

significantly higher than that in normal tissues (P<0.05). In cervical cancer, the expression level of IGF2BP2 was not significantly
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correlated with the clinical stage or overall survival time of patients (P>0.0S5), but was correlated with median survival time (P<0.0S).

Compared with the downregulated control group, the downregulated IGF2BP2 group showed significantly inhibited proliferation and

colony formation ability of cervical cancer cells, increased apoptosis rate, decreased migration and invasion abilities, downregulated

expression of N-cadherin and Vimentin, and upregulated expression of E-cadherin, with all differences being statistically significant (P

<0.0S). Compared with the upregulated control group, the upregulated IGF2BP2 group exhibited increased proliferation and colony

formation ability of cervical cancer cells, decreased apoptosis rate, enhanced migration and invasion abilities, upregulated expression

of N-cadherin and Vimentin, and downregulated expression of E-cadherin (P<0.05). Conclusion

IGF2BP2 is upregulated in

cervical cancer and enhances the malignant phenotype of cervical cancer cells.
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Expression of IGF2BP2 in cervical cancer tissues and cells
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