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Expression and significance of heme oxygenase — 1

in delayed cardiac xenograft rejection
LIU Shengchun, et al
(Department of surgery, the First Affiliated Hospital , Chongqing Medical University)

[ Abstract] Objective: To investigate the expression and significance of heme oxygenase — 1 (HO = 1) in delayed cardiac xenograft re-
jection in NIH — Wistar. Methods : The model of cervical heterotopic heart transplantation in NIH — Wistar was established. The
hearts were harvested 1,6,12,24,48 as well as 72 hours before and after transplantion respectively. HO— ImRNA and HO - 1 pro-
tein were examined by RT — PCR and Western Blot, HO — | enzymatic activity was examined. The survival time of transplanted
heart, in which HO— 1 was induced by cobalt protoporphyrin(CoPP), was compared with the control. Results : HO — 1 was expressed
in transplanted heart. The cxpression of HO— ImRNA(z =2.5170, P<0.05), protein(s =2.3702, P<0.05) and enzymatic activ-
ity(¢ =2.246, P <0.05)in hcart 24 and 48 hours after transplantion were higher than those in other groups. Conclusion : The expres-
sion peak of HO— 1 in NIH - Wistar cardiac transplantation is 24 ~48 hours after transplantion. HO - | induced by CoPP can pro-
long the survival time of delayed xenograft cardiac transplantation.
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