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To investigate the pathological features of EBV-associated gastric cancer
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Abstract Objective: To investigate the pathological features of EBV —associated gastric cancer (EBVaGC). Methods: A retrospective
study was performed on 44 patients with EBV —associated gastric cancer. The clinicopathological features, immunohistochemistry, in situ
hybridization results, and related references were analyzed. Results: Of the 44 patients with EBV -associated gastric cancer, 32 were male
and 12 were female, aged 31~85 years. The pathological feature is that the tumor cells are arranged in a strip-like shape, a nest-like struc—
ture, and some small glandular structures are seen, and a large amount of lymphoid cells infiltrate in the interstitium. Immunohistochemistry
showed CKpan(+), 32 cases of CK8&18(+), 12 cases of CK7(+), 12 cases of LCA corresponding (+), 5 cases of Syn and chrome A scattered
(+), in situ hybridization of 44 cases of EBER (+). After 1 to 5 years of follow—up, 40 patients survived without tumor, 3 died, and 1 was lost to
follow—up. Conclusion: EBV -associated gastric cancer has unique clinicopathological features, especially in male. The gold standard for
diagnosis is EBER-ISH, and the prognosis is good.
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