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[ Abstract] Objective To investigate the potential causal relationship between NLRP3 inflammasome-related genes ( NIRGs)
and endometriosis (EMs) , to screen for key genes with diagnostic value and to construct a predictive model. Methods  Public data-
sets GSE25628 and GSES1981 were utilized to identify the differentially expressed genes in endometriosis and NLRP3 inflammasome-
related module genes. Candidate genes were obtained by intersecting these two gene sets. Based on this intersection, two-sample Men-
delian randomization analysis and machine learning methods were employed to screen biomarkers. A predictive model was constructed.
Finally, the expression of key genes was validated by RT-qPCR experiments. Results ~ Mendelian randomization analysis combined
with machine learning algorithms screened out CPNE1 and CCDC88A as biomarkers. The nomogram constructed based on these two
genes showed good diagnostic efficacy. RT-qPCR validated that the expression of CPNEI and CCDC88A was significantly different in o-
varian endometriotic tissues( P<0.05). Conclusions  The prognostic model built based on CPNE1 and CCDC88A exhibits strong pre-

dictive performance. It holds potential clinical application value for EMs.
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enrichment analysis, ssGSEA ) . 7%k%} GSE25628 %4k
AT I3 HT, 2T 30 A NIRGs 35 5 M AEA Y
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TuBD1 ebi-a-GCST90018839 4 0.0181 —— 0.70 (0.52 to 0.94)
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FEVIZREE T 5 A ik S SE R iE 4T ROC 1l £k 4y
Mr, 45 R BR 4K AUC 9>0.7 (1K 8a) , EERIE
Erh it — 25407, X CPNE1 #1 CCDC88A 1) AUC>
0.7( & 8b), #&/~R CPNE1 Fl CCDC88A HA K FiL
Wrakiig . SRJE XTI 2 Wi IR e 2 AR AT
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