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Effect of autophagy-related genes and ceRNA network in endometriosis eutopic endometrium WANG Zhenna
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[Abstract]  Objective  The goal of this study was to identify the crucial autophagy-related genes in endometriosis and
construct the competitive endogenous RNA (ceRNA) to further understand the pathogenesis of endometriosis. Methods Gene
Expression Omnibus (GEO) database and Human Autophagy Database (HADb) were used to identify differentially expressed
mRNAs, then the related miRNAs and IncRNAs were predicted through software to construct a ceRNAs network. At the same
time, another endometriosis dataset was analyzed to confirm the levels of crucial mRNAs expression and ROC in the ceRNA

network. Results The differential expression analysis revealed 39 differentially expressed autophagy-related genes. Seven hub
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genes were found by PPI, which had high diagnostic performance. The functions of 7 hub genes were enriched in macroautoph-

agy. mitophagy and activating transcription factors etc. The signaling pathways mainly involved E2F, FOXO, DNA damage
repair, FAS signaling pathway, PI3K/Akt/mTOR. 11ceRNA networks consisting of 4 mRNAs (CASP3, HIF1A, CD-
KN1Aand RPS6KB1), 7 miRNAs (hsa-let-7e-5p, hsa-miR-124-3p, hsa-miR-199a-5p, hsa-miR-200c-3p, hsa-miR-24-3p,
hsa-miR-30a-5p and hsa-miR-382-5p), and 8 IncRNAs (NORAD, TUGI, MALAT1, CYTOR, PVTI1, EBLN3P,
LINC02381 and XIST) were constructed. Conclusion The ceRNA network regulatory relationship involving autophagy-related

genes can provide new directions to study the diagnostic and therapeutic targets of endometriosis.
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