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Abstract Hemophagocytic lymphohistiocytosis ( HLH) is an excessive inflammatory response syndrome caused by
immune dysregulation, whose pathogenesis and management strategies have long been key clinical concerns. Epstein-Barr
virus-associated HLH (EBV-HLH) is the most common type of infection-related HLH, characterized by acute onset, rapid
progression, and poor prognosis. It typically presents with persistent fever accompanied by multi-system involvement such as
cylopenia, hepatosplenomegaly, and liver dysfunction. Therefore, early recognition, precise diagnosis, and timely interven-
tion are crucial for improving patient prognosis. This review focuses on the relationship between Epstein-Barr virus and HLH,
the diagnostic approaches for EBV-HLH, and current treatment strategies, aiming to provide insights for clinical practice.
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