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Abstract

Infecting more than 95% of the population, Epstein-Barr
Virus (EBV) is linked to numerous cancer types, but the
development of gastric cancer is the most common
malignancy resulting from EBV infection. All EBV-
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|t has been established EBV has a causal role in the
pathogenesis of these cancers.?

« Epstein-Barr Virus Nuclear Antigen 1 (EBNA1) is a
viral protein present in all EBV infections and EBV EBNA1
tumors.3 wT
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