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[ Abstract |

genes polymorphism involved in this mechanism,it is concluded that the immunoregulatory mechanism plays

By summarizing the mechanism of suppressor production and immune response cytokine

an important role in the production of suppressor and the treatment of hemophilia. This effect is closely relat-
ed to immune response cytokine genes polymorphism involved in immune regulation, that is,immune response
cytokine genes polymorphism is related to the risk of suppressor generation. The conclusion indicates that

medical staff can start from immune response cytokine genes to solve the production of suppressor and provide

a new idea for the treatment of elimination inhibitor in hemophilia patients.
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