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Abstract: Objective To screen the differential mRNA between transforming growth factor-beta (TGF-
B) stimulated fibroblasts and normal fibroblasts based on transcriptome RNA sequencing. Methods Tran-
scriptome RNA sequencing was performed on normal human fibroblasts MRC-5 cells and MRC-5 cells stimula-
ted with 20 ng/ml TGF-B for 24 hours, and differentially expressed genes (DEGs) were screened between the
two groups. Bioinformatics analysis was performed on DEGs, including gene ontology (GO), kyoto encyclope-

dia of genes and genomes (KEGG) enrichment analysis, protein-protein interaction network analysis (PPI) and
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the effects of related genes on tumor survival and prognosis. Results A total of 161 differentially expressed

mRNAs were screened out from 33 692 genes, including 39 up-regulated and 122 down-regulated genes; GO a-
nalysis showed that biological processes mainly enriched by DEGs included nucleotide biosynthesis, metabo-
lism, neuronal apoptosis and necrosis; KEGG pathway enrichment found that these signals were mainly in-
volved in nucleotide biosynthesis, nucleotide phosphate metabolism and neuronal apoptosis, among which nu-
cleotide biosynthesis was enriched in six signal pathways; survival analysis of bladder cancer (BLCA) by TC-
GA database found that simultaneous high expression of TGFB1I11, HYOU1, and CAT genes were significant-
Conclusion

ly associated with poor prognosis in patients with BLCA. mRNAs have differential expression

between TGF-B stimulated fibroblasts and normal fibroblasts, and the screened TGFB111, HYOU1 and CAT

genes are expected to be used as prognostic markers in patients with BLCA.
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