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Progress on the effect of KIR and its ligands on the prognosis of

hematopoietic stem cell transplantation

Summary Natural killer cells(NK cells) are important components of innate immunity. Killer cell immuno-

globulin like receptor(KIR) of NK cells influences the prognosis of relapse, infection and graft versus host disease

after transplantation through NK cell alloreactivity. Under different transplantation modes, HLA-KIR interaction

has indicated different effects on transplantation prognosis, and the current research results have not been unified.

In this review, the effects of HLA-KIR interaction on transplantation prognosis from different donors have been

respectively reviewed.
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