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Integrated analysis of the mechanism of methylation promoting the progress of seminomas based on the
TCGA database
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Abstract Objective: To explore the mechanism of methylation promoting the development of seminomas. Methods: Transcriptome se—
quencing data of seminomas patients from TCGA database were downloaded, correlation analysis of the differential methylation probs and
differential genes of stage II/Ill and I periods seminomas was carried. The mechanism by which methylation may lead to changes in gene
expression and affect the progress of seminomas was analyzed. Results: Analysis showed that the expression of KCNC1 was negatively cor—
related with methylation and significantly affected the survival of patients with seminoma.Conclusion: Using bioinformatics technology to

analyze the microarray data of siminomas in different stages, it we have found that high methylation level may lead to low expression of gene

KCNCI1, thus promoting the progress of siminomas and providing support for targeted treatment of siminomas.
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createMAE PRZY : linearize.exp = TRUE

get.diff.meth PR : minSubgroupFrac = 1, sig.dif =
0.2, cores=1, pvalue=0.05, mode="supervised"

GetNearGenes PR%Y : numFlankingGenes=20

get.pair PR %L : minSubgroupFrac =1, raw.pvalue =
0.05, filter.probe=FALSE, cores=1, mode="supervised",
Pe =0.05

enriched.motif.hyper PR %{ :min.incidence =10,
lower.OR=1.1
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Fig 1 Screening and classification of differential genes in seminoma
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Fig 4 Expressions of KCNC1 in all tumors and normal tissues and

disease—free survival in seminoma
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