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Abstract

Objective: To explore the expression and clinicopathological significance of BTG3 in gastric carcinogenesis. Methods: The
expression of BTG3 in gastric cancer and its relationship with prognosis were analysed using UALCAN, xiantao and Kaplan-Meier.
Tumour tissues and normal mucosal tissues were collected from the First Affiliated Hospital of Jinzhou Medical University and the
Affiliated Hospital of Kanagawa Prefectural Cancer Centre, and BTG3 protein expression was detected using immunohistochemistry
to investigate the relationship between BTG3 protein expression and clinicopathological features of gastric cancer. Results:
The expression of BTG3 was higher than that of normal tissues in gastric cancer in both paired and unpaired samples (P<0.05),
and the relationship between BTG3 expression and overall survival and recurrence-free survival were negatively correlated.
Immunohistochemistry showed that BTG3 expression was higher in non-cancerous tissues than gastric cancer (P<0.05); BTG3 had
higher expression in T2-T4, lymphatic and venous invasion (P<0.05), but did not correlate with age, gender, lymph node metastasis,
TNM stage and distant metastasis (all >0.05). Conclusion: BTG3 can be used as a predictor of prognosis in gastric cancer and a
potential target for gene therapy.
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i#: PR, positive rate; T, carcinoma in situ; T,: involvement of the
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serosa; T,, invasion through the serosa; TNM: tumor, node, metastasis.
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