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Tumor-related Gene Mutation Profile of Pancreatic Can-
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Abstract; [Purpose | To detect the tumor-related gene mutations of pancreatic cancer. [Methods ]
Tissue and blood samples were collected from 58 patients with primary pancreatic carcinoma. The
gene mutation profile of tumor tissues was detected with the next generation sequencing(NGS),and
the clinical data was analyzed. [Results] KRAS, TP53, CDKN2A/B,SMAD4,ARIDIA and RNF43
were the most common mutations in the 53 cases of pancreatic adenocarcinoma. The distribution of
gene variations was similar between primary and metastatic lesions,also between male and female
patients. About the important tumor regulatory pathways,there were 89.0% of patients containing
variations of MAPK pathway,84.9% variations of G/S pathway,17.0% variations of homologous
recombination defect (HRD) related pathway,35.8% variations of TGF-f signaling pathway,and
46.0% variations of SWI/SNF complex pathway. About 54.7% of these patients had at least one
potential drug target. High tumor mutational burden (TMB-H)(1/52,1.9%) was detected in terms of
immunoassay points,all patients were microsatellite stability (MSS) (52/52). [Conclusion] In terms
of the major mutant genes and potential drug target genes,the genomic landscape of pancreatic
cancer patients in the study is similar to that as reported in literature. The differences of a few low-
frequency mutations need to be further verified by expanding the sample size. More than 50% of
patients have potential actionable mutations,which provide a basis for individualized treatment of
pancreatic cancer.
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Figure 1 Genomic profiling of 53 pancreatic adenocarcinoma patients:the long tail chart presents tumor
hotspot genomic variations appearing more than twice
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Figure 2 Long tail chart exhibits comparison of pancreatic adenocarcinoma patients between our center and TCGA
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Figure 3 Comparison of mutation profile between male and female patients
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Figure 4 Comparison between lesions of primary and metastasis ‘
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Figure 5 Heat map reflects variants in pancreatic cancer relevant signal pathways(TMB values of the 52
adenocarcinoma patients present as the bar chart above)
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