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Association between MMP family genes and cervical cancer WU Jiaohong, MA Bidong, CHEN Yumei, et al. Department of
Obstetrics and Gynecology, the Third Clinical College of Wenzhou Medical University , Wenzhou 325000, China

[ Abstract ] Objective To investigate the association between metalloproteinase (MMP) family—related genes and cervical
cancer. Methods The data of 137 patients with.cervical’cancer were collected from the Cancer Genome Atlas (TCGA)
database, including 7 HPV-negative cases and130. HPV—positive cases. The RNA-Seq data of all samples were analyzed by
edgeR calculation, the differential expression.genes were selected and the gene ontology(GO) was used for functional enrichment
analysis. CNV and other data of the MMP. family genes were explored and demonstrated further. Kaplan—Meier analysis was used
to assess the impact of MMP family: immune signature genes on overall survival and progression—free survival in patients.
Results Using edgeR analysis, 2 368 differentially expressed genes were found in two group (P<0.01). Functional enrichment
analysis by GO revealed that genes with differential expression were significantly enriched in immune response pathways.
According to comprehensive-analysis, we found that the three core MMP family immune genes were associated with CNV and
mRNA expression. When CN amplified, mRNA expression was up-regulated, and vice versa. MMP-1, MMP-3 and MMP-13
genes was not correlated” with overall survival and progression—free survival of patients with HPV-positive cervical cancer.
Conclusion Compared with HPV—-negative cervical cancer patients, there are a large number of differentially expressed genes in
HPV-positive“cervical cancer patients, which mainly concentrated in the immune pathway. The expression of immune genes
MMP-1, MMP-3 and MMP-13 are related to the CNV type. There are many genes on the immune pathway would influence the
changes of the.MMPs family genes, thus inducing the generation of cancer.
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