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Research progress on interleukin 35 in organ transplantation immunity
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Abstract: Interleukin 35 (IL-35) is a kind of cytokine which is recently found and belongs to the IL-12 family. IL-35 is a cytokine

secreted by regulatory T cells (Treg) and regulatory B cells (Breg), and is necessary for the negative immunoregulation mediated by

Treg and Breg cells. Studies have shown that IL-35 plays an important role in organ transplantation immunity. The clinical research

development drugs and cell therapy drugs for IL-35 can provide new targets and research directions for anti-graft rejection and even

induction of transplantation immunity tolerance.
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