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[ Abstract ] Objective  To investigate the relationship between the expression of Semaphorin-3B
(SEMA3B) and clinicopathological features and its effect on prognosis of patients with gastric cancer.
Methods Fresh —frozen tissue and Paraffin —embedded tissues samples were used to investigate SEMA3B
mRNA and protein expression in gastric cancer tissues and adjacent normal tissues by reverse transcription—
quantitative real-time PCR (RT-qPCR) and immunohistochemical (IHC) staining, respectively. Datasets
from The Cancer Genome Atlas (TCGA) and Gene Expression Omnibus (GEO) were also used to analyze
SEMA3B mRNA expression in gastric cancer and normal gastric mucosa. The correlations between SEMA3B
expression and clinicopathological characteristics and prognosis of patients with gastric cancer were investigated
in 232 gastric cancer tissue samples by IHC staining. Results The mRNA and protein expression of SEMA3B
in gastric cancer were both significantly lower than normal gastric mucosa. In gastric cancer specimens, low
SEMA3B expression was associated with poorly differentiated histological classification (P<0.001), larger
tumor size (P<0.05) and advanced M stage (P<0.05) and TNM stage (P<0.05). Moreover, multivariate
regression analysis indicated that low SEMA3B expression of gastric cancer was also associated with an
increased risk of death (HR=1.616; 95%CI: 1.121-2.332, P=0.010). Conclusions Our results show that
low level of SEMA3B correlates with poor prognosis in patients with gastric cancer. SEMA3B expression can
serve as a prognostic biomarker for patients with gastric cancer.
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