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Figure 1. Immune monitor in EBV infection. EBV is spread by saliva contact, and then crosses epithelium to infect B
cells. EBV GP350 mediates EBV entry into B cells through interaction with its B-cell receptor CD21. The virus can
enhance proliferation and division of infected B cells, but this process is continuously surveilled by cytotoxic T

lymphocytes (CTLs) and natural killer cell (NK). And then virus establish lifelong persistent infections in B cells in
normal immunocompetent healthy hosts. These long-lived B cells are quiescent and express fewer viral protein (only
EBNAL1). Viral genomic DNA replicate and synthesize of specific viral proteins for packing the newly replicated
DNA into infectious virions since reactivation from latency in immunocompromised hosts.
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Regulation and evasion of host immune responses by Epstein-
Barr virus

Nanyang Xiao, Qi Chen, Shaoli Cai’

The Key Laboratories of Innate Inimune Biology of Fujian Province, Southern Biomedical Research Center, Fujian Normal

University, Fuzhou 350117, Fujian Province, China

Abstract: Epstein-Barr virus (EBV) is the first identified human oncogenic DNA virus in the gamma-herpesvirus family.
EBYV triggers a cascade events of innate immune responses through Toll-like receptor signaling including the production of
type I interferons and the activation of functional autophagy. However, EBV has developed much more elaborate and
sophisticated strategies for subverting and escaping the host immune system, such as limiting its own gene expression,
activing the host ubiquitin-specific protease system, and interfering ubiquitin modification. EBV impairs the host immune
system, leading to lifelong persistent infections, which in turn result in the occurrence of EBV-associated diseases, such as
nasopharyngeal carcinoma and infectious mononucleosis. Thus, to better understand the mechanisms regarding the infection
latentency and oncogenicity of EBV invasion will be crucial for identifying potential immunotherapeutic targets for EBV-
related diseases, such as infectious mononucleosis and nasopharyngeal carcinoma. In this article, we discuss the research

advances regarding the virology and immunology of EBV in the modulation of the host immune response and evasion.
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