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cardiac transplant failure. Proteasome inhibitors (Pls) are utilized to treat .
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Fully MHC mismatched heterotopic heart transplantations were performed. Protein breakdown
Recipients were initially treated with alemtuzumab and anti-CD25mAb to A C
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level compared to animals receiving IPl. (TCXM 48.86 vs. 14.17; p=0.0291,
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In our chronic AMR model, while prolonged post-transplant IPl treatment Proteasome Y Pop

reduced DSA production and AMR development, it was also associated with
toxicity and variable efficacy. Further characterization of IPI
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pharmacodynamics will enhance the understanding of its safety and efficacy, Reduced Antibody Toxicity and Off-
thereby improving utility for clinical application. Production Target Effects
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c Figure 4: Antibody mediated rejection (A), acute cellular rejection (B), and coronary allograft
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vasculopathy (C) score comparison between IPl and control group allografts. Representative H&E
Images of arteries identified within allografts (D).
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