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Abstract

Infectious mononucleosis is a clinical syndrome caused by Epstein-Barr virus infection. IM is very common in clinical practice, but
the pathogenesis of IM has not been fully elucidated. A large number of studies have shown that the onset of IM is closely related to
EBV infection, which can cause changes in the body’s immune function and even multi-system involvement, resulting in different
severity of the disease in children with IM. IM is more common in preschool and school-age children, and its pathogenesis is closely
related to the body’s immune system. This article summarizes the research progress on the pathogenesis of the disease, strengthens
the understanding of the disease, and provides diversified diagnosis and treatment ideas for clinical practice.
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