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Integrating multi—omics data to screen key genes in pancreatic cancer progression

ZHOU Tong,ZHAO Qian

(Department of Cell Biology, School of Basic Medical Sciences, Tianjin Medical University, Tianjin 300070, China )

Abstract Objective : To screen key genes in pancreatic cancer progression by integrating multi—omics data. Methods: The GSE149103
data set in the GEO database was downloaded ,and differential analysis on the gene expression and chromatin access sequencing data of
normal pancreatic cells(HPNE ), primary pancreatic cancer cells(PANC) and metastatic pancreatic cancer cells( Capan ) was performed.
GO and KEGG enrichment analysis of differential genes were processed. The PPI network was constructed and Hub genes were screened.
Results: Totally, 1 640 differentially expressed genes and 1 826 genes associated with differential peak were screened out in HPNE and
PANC group; 4 286 differentially expressed genes and 4 489 genes associated with differential peak were screened out in PANC and Ca—
pan group. The GO and KEGG enrichment analyses revealed that both groups of differentially expressed genes are enriched in axon mor—
phogenesis, MAPK signaling pathway, and Hippo signaling pathway. Finally,through the construction and analysis of the PPI network,
the key gene sets for the HPNE and PANC groups including FNI1,SOX2,SELPLG ,GREMI1 ,MEF2C,CCR7,FMNI,COL6A3,NR5A2,
and CTNNA?2 were identified; and the key genes for the PANC and Capan groups including KDR ,IL6 ,MMP2,CXCR4,FLTI1,PPARG,
SOX2,ETS1,GRIN2A ,and NTRK2 were obtained. SOX2 was a common key gene in both groups. Conclusion: SOX2 may plays an im—
portant role in the occurrence, development, and metastasis of pancreatic cancer.

Key words pancreas cancer;bioinformatics analysis;key genes
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