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Exploring the mechanism of malignant transformation of endometriosis based on bioinformatics analysis
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Abstract Objective: To investigate the pathogenesis of malignant transformation of endometriosis(EMs) into ovarian clear cell
carcinoma( OCCC) by bioinformatics analysis. Methods: Through GEO database microarray expression profile dataset GSE57545, the
immune genes of OVE, EMs related OCCC and normal female individuals were analyzed differentially. GO enrichment and KEGG signaling
pathway analysis were performed for differentially expressed genes, PPI networks of differentially expressed genes were constructed and
Hub genes were screened. Results: A total of 43 differentially expressed genes were screened between OVE and control group,and 96
differentially expressed genes were screened between OCCC and control group. Compared with normal female individuals, the enrichment
of KEGG signaling pathway indicated that the cancer pathway was a common signaling pathway of OVE and OCCC. GO enrichment analysis
results showed that the immune system process, immune response, regulation of immune system process were common biological processes
of OVE and OCCC. The vesicles, plasma membrane and cell surface were the common components of OVE and OCCC enriched in DEGs.
CAPS3 was the intersection Hub gene of OVE and OCCC. Conclusion: The immune system plays an important role in the malignant
transformation of endometriosis; CAPS3 may be one of the key targets for the malignant transformation of EMs into OCCC.
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Fig3 Functional enrichment analysis of differential genes in OVE group
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