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Endothelial Gene Expression and Molecule Mechanism in Chronic
Antibody-Mediated Rejection of Renal Allograft

Li Shen', Dong Jie?, Wu Huijian"*
(‘School of Life Science and Biotechnology, Dalian University of Technology, Dalian 116024, China; *Vocational Technology College
Dongbei University of Finance and Economics, Dalian 116021, China)

Abstract Currently, antibody-mediated rejection of renal allograft is highly unpredictable and lack of ef-
fective treatments. A number of studies show that the preoperative and postoperative diagnosises of renal allograft
are improved by the analysis of endothelial cell associated genes. The pathogenesis of this disease mainly includes
four aspects: (1) The aggregation and coagulation ability of platelet increases near in endothelial cells; (2) The
chemotaxis of inflammatory cells by endothelial cells increases; (3) The effects of IFN-y increase; (4) The ability
of endothelial regeneration decreases. Gene analysis and antibody analysis contribute to deeply understanding of
pathogenesis of renal allograft, provide new targets for drug development, and highly increase the successful rate of
renal allograft. This paper will give a review about these contents mentioned above.
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Chemotaxis genes, adhesion genes and platelet activation genes were up-regulated while microvascular endothelial proliferation genes down-regulated

in antibody-activated endothelial cells. Cell chemotaxis genes facilitated leukocyte trafficking to endothelial cells; Cell adhesion genes enhanced leuko-

cyte attachment with the basement membrane of endothelial cells and damaged the endothelial cells of blood vessel; Platelet activation genes facilitated

platelet activation and aggregation near in vascular wall, meanwhile enhanced the chemotaxis and adhesion of leukocyte; Microvascular endothelial

proliferation genes were down-regulated in the endothelial cells and they decreased endothelial repair responses. The interaction of the above four kinds

of genes led to the further injury of endothelial cells tissue and late graft losses.
E1 ABMRZ;FHLE

Fig.1 Molecular mechanism in antibody-mediated rejection
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