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[ Abstract]

characterized by clonal proliferation of EBV-infected T/NK cells and their infiltration into systemic organs, leading to

Chronic active EB virus infection is one of EB virus positive T/NK cell lymphoproliferative diseases,

their failure. The pathogenesis of this disease remains unclear, the disease progresses continuously, Life-threatening
complications such as hemophagocytic syndrome, multiple organ failure, lymphoma, opportunistic infections may occur
during the course of the disease. Chronic active EB virus infection has a poor prognosis and high mortality, allogeneic
hematopoietic stem cell transplantation proved to be the only effective treatment. Chronic active EB virus infection is
rare in clinic, more likely to occur in children and adolescents, and is rare in adults. There are few domestic studies on
adult-onset Chronic active EB virus infection, This article reviews the clinical characteristics, diagnosis and treatment of
adult-onset Chronic active EB virus infection, To improve the clinical diagnosis and treatment of the disease.
[ Keywords] Adult; Chronic Active EB Virus Infection; Treatment
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e AP I EBV-DNA P . Jing Lin 25 A%} 19 5]
CAEBV 4FE B #H K0 Bondy K L2 5B 1) EBV 4
SEPEGUR EBHTE (91.7%, 11/12) 5 i B3 EBV-DNA
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