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NCCN: The National Comprehensive Cancer Network 

ncRNAs: Noncoding RNAs 

NE: North-East 

NF-kB: Nuclear factor-kappa B 

NGS: Next generation sequencing 

ORF: Open reading frame 

PAAD: Pancreatic adenocarcinoma 

Padj: P-adjusted value 

pcRNAs: Protein-coding RNAs 

PDJ: Pancreaticobiliary duct junction 

PPI: Protein-Protein Interactions  

PROMPTs: Promoter upstream transcripts 

PWM: Position weight matrix 

qRT-PCR: Quantitative Real-Time PCR 

RIN: RNA integrity number 

RSAT: Regulatory Sequence Analysis Tool 

SSSSH: Swagat Super Specialty Surgical Hospital 

STAD: Stomach adenocarcinoma 

TCGA: The Cancer Genome Atlas 

TERC: Telomerase RNA component 

TFs: Transcription factors 

TF-TG: Transcription factor-Target gene 

TF-lncRNA: Transcription factor-Target lncRNA 

TGF-β: Transforming growth factor-beta 

TNF-alpha: Tumor necrosis factor-alpha 

TNM: Tumor Node Metastasis 

TOM: Topological Overlap Matrix 

TRN: Transcriptional Regulatory network 

TSG: Tumor suppressor gene 

USG: Ultrasonography 

WGCNA: Weighted Gene Co-expression Network Analysis 

XMEs: Xenobiotic metabolism enzymes 
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