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The effect of mutations in TGF—3/ SMAD4 signal pathway on the survival of patients with pancreatic cancer
FANG Chuang, TIAN Wei-jun

(Department of General Surgery, General Hospital, Tianjin Medical University, Tianjin 300052, China)

Abstract Objective: To analyze the status of gene mutations in transforming growth factor(TGF)-/SMAD4 signal pathway in patients
with pancreatic cancer and its effect on survival. Methods: The clinical data of 19 patients with pancreatic cancer from July 2016 to
September 2019 in the General Hospital of Tianjin Medical University were analyzed retrospectively, the gene mutations were detected
by NGS and the clinical significance of querying the key gene mutation sites in dbSNP and COSMIC databases were investigated.
Results: The most common gene mutations in 19 patients with pancreatic cancer were KRAS(84.2%), TP53(68.4%), SMA D4(26.3%),
CDKN2A (26.3%), CREBBP(15.8%), RNF43(15.8%), BRA F(15.8%), etc. There were 7(36.8%) patients with the TGF—f3/ SMA D4 signal path—
way-related gene mutations. The median survival time of the SMA D4 gene mutation group is 5.0 months, and the median survival time in the
non—-SMA D4 gene mutation group is 14.0 months, and the difference was statistically significant (P=0.032). Conclusion: The clinical prog—
nosis of patients with the SMA D4 gene mutation in TGF-B/SMAD4 signaling pathway is worse than that of patients without gene mutations,
and the prognosis of patients with multiple gene mutations in this pathway is relatively worse.
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Tab 1 Clinical characteristics of patients with pancreatic cancer
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Fig 1 Mutant heat maps of 115 loci in 63 genes of 19 patients
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Tab 2 Gene mutations in TGF-B/SMAD4 signaling pathway
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