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[ ABSTRACT]

Graft Arteriosclerosis;

smooth muscle cells, can cause the occurrence of graft arteriosclerosis.

Immunopathological Mechanism;

Vascular Cell Phenotype

Immune response of the allograft artery, especially the immune injury of vascular endothelial cells and

Effects of T cells, cytokines and antibodies on

graft artery are to induce the vascular cell injury and phenotype change, and to lead graft vascular intimal thickening and

vascular dilation contraction dysfunction. This paper mainly introduces the immunopathological mechanisms of graft arteri-

osclerosis.
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