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Fig. 1. Graft survival rates according to donor source for recipients stratified by LA

mismatches (Clinical Transplant 2003).
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Fig. 2. Effect of rejection and serum creatinine levels on graft survival rates according
to donor source (Clinical Transplant 2003).

Fig. 3. Duplicated glomerular basement membrane (GGBM) and fibrous intimal thickening in patient with
chronic rejection. Arrows mean CD3+ T cells.
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Fig. 4. Pathways of recognition of allogenic MHC molecules and graft

rejection.
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Fig. b. Epitope spreading in autoimmne and virus-induced tissue immunopathology Presen-
tation of the primary epitope resulting in activation and differentiation of autoreactive
Ti1l cells. The activated THI cells migrate into the target tissue, where thev encoun-
ter antigen presented bv resident APCs. After antigen restimulation, the pathologic
THI cells release a cascade of chemokines and cvtokines, leading to recruitment and
activation of additional mononuclear phagocvtes, and activated mononuclear cells lead to
bystander tissue destruction which produces many new tissue debris. The tissue debris
is processed and presented on APCs, leading to activation of a second wave of TII1

cells.
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