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Endothelial IDO Inhibit Cardiac Vasculopathy after Heart Transplantation in Mice. Xiao Yongguang,Liu Tianshu,Gong Dan. Thoracic
Department , Renmin Hospital of Wuhan University, Hubei 430060, China

Abstract Objective To discuss the influence of endothelial Indoleamine — 2,3 — dioxygenase on cardiac fibrosis and vasculopathy

after allograft heart transplantation in mice model. Methods The donor included C57BL/6 mice of IDO —/ - ;SB —IDO and wild type.

The bm12 mice were used to be as recipient and the heart transplantation models were set up. The fibrosis area and coronary artery steno-

sis were evaluated. Results There was significant cardiac fibrosis and vasculopathy after heart transplantation in mice model which re-

ceived vehicle but not in mice which received SB — hIDO. Conclusion Enhanced endothelial IDO can ameliorate cardiac fibrosis and

vasculopathy after allograft heart transplantation in mice model.

Key words Vasculopathy; Indoleamine — 2,3 — dioxygenase; Cardiac transplantation
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