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[ Abstract]  Hemophagocytic syndrome is a fatal clinical syndrome resulting from immunodeficiency.
The etiology and pathogenesis are still elusive. Recent investigations have demonstrated that gene polymorphism
is probably involved with the incidence of hemophagocytic syndrome. Analyzing the association the relationship
between hemophagocytic syndrome and gene polymorphism contributes to comprehensive understanding of indi-
vidual susceptibility and clinical heterogeneity at the genetic level, providing evidence for individualized thera-
py of hemophagocytic syndrome. In this article, research progresses on the association between hemophagocytic
syndrome and the polymorphism of multiple genes including perforin, granzyme B, UNC13D ( MUNC13+4)
gene, X-linked inhibitor of apoptosis protein, cytotoxic T lymphocyte-associated antigen 4, interferon regulatory
factor 5 and cytokines were briefly introduced.
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