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[ Abstract]

rapidly progressive and life — threatening hematological system diseases. The typical features of the disease is the exce-

Hemophagocytic syndrome, which also is called hemophagocytic lymphohistiocytosis (HLH) , is a

ssive activation of the inflammatory response, mainly performance that a lot of excessive activation CD8 " T cells and
macrophages filtrated in tissues and organs,which can produce large amounts of cytokines,such as interferon — vy, tumor
necrosis factor — o, interleukin — 6 and interleukin — 18 ,and which eventually led to the inflammatory cytokines storm
and tissue damage. Although,HLH is a benign histiocytic disease,it can progress quickly,its clinical manifestations are
diverse, with high mortality rate. In recent years, the research of HLH pathogenesis and treatment has been well — re-
searched before. The latest pathogenesis and treatment are summarized in this article.
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