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[Abstract] Objective To identify the differentially expressed microRNA (miRNA, miR) in cervical squamous

cell carcinoma (SCC) and explore the mechanism of critical miRNA on the occurrence and development of cervical cancer.
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Methods To identify differentially expressed miRNA, we employed bioinformatics methods to filter out miRNA under the
conditions of |fold change(FC)|>2.5 and P<0.01. The RNA expressions of miR-20S and interleukin-32 (IL-32) were detected
by in situ hybridization and qRT-PCR, respectively. We evaluated cell proliferation, migration, and invasion through CCK-8 and
Transwell model. The protein level of matrix metalloproteinase-3 (MMP-2) and MMP-9 were quantified by Western blotting.
Results Through bioinformatics analysis, we obtained 106 differentially expressed miRNA in cervical cancer, with 70 up-
regulated and 36 down-regulated miRNAs. miR-205 was the most differentially expressed miRNA. We validated the overexpression
of miR-20S in cervical squamous cell carcinoma by in situ hybridization and qRT-PCR (P<0.0S). Overexpression of miR-20S could
significantly promote the proliferation, migration, and invasion of cervical cancer cells (P<0.05). The overexpression or decreased
expression of miR-20S can increase or inhibit the expression of IL-32 in cervical cancer cell lines HeLa and SiHa, and miR-20S can
directly interact with the IL-32 promoter to increase the expression of target genes (P<0.05); the decreased expression of miR-
205 and IL-32 inhibited the invasion of cells (P<0.05); moreover, the decreased expression of IL-32 could significantly inhibit the
expression of the invasion-associated proteins MMP-2 and MMP-9 (P<0.0S). Conclusion In cervical squamous cell carcinoma,
miR-205 is dramatically up-regulated, potentially promoting the proliferation, migration, and invasion of cancer cells, which could

further enhance the expression of MMP-2 and MMP-9 through IL-32 up-regulation, and ultimately improve the invasion ability of

cervical cancer cells.
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Tab.1 The top five up-regulated and down-regulated miRNAs

in cervical squamous cell carcinoma

FakAEfk ZE5AEEL P FDR
Fik Bl
hsa-miR-205-5p 8.414 <0.001 <0.001
hsa-miR-944 7.996 <0.001 <0.001
hsa-miR-141-3p 6.442 <0.001 <0.001
hsa-miR-203b-Sp 6.440 0.001 <0.001
hsa-miR-203b-3p 6.282 <0.001 <0.001
ES |
hsa-miR-204-5p -5.434 <0.001 <0.001
hsa-miR-133a-3p -4.799 <0.001 <0.001
hsa-miR-1-3p -4.565 <0.001 <0.001
hsa-miR-145-5p -4.366 <0.001 <0.001
hsa-miR-10b-Sp -3.854 <0.001 <0.001

FDR. 4512 & Bl
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