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Aim: Ischemia-reperfusion injury (IRI) significantly impacts orthotopic liver transplantation
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(OLT), affecting graft viability, function, and the risk of chronic rejection. However, the intricate .
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QBMCS splenocytes Activatity ! e activation of circulating monocyte subsets, offering a potential mechanism by which

: . _ _ _ IRI enhances post-liver transplant alloreactivity.
* Phenotype and functional characteristics of circulating monocytes subsets and alloreactive

T cell in longitudinal PBMCs from 55 OLT recipients (IRI- =28, IRI+ =27) were assessed
by flow cytometry before OLT (pre-op), 1-4 months (early), and >6 months (late) time
points post-OLT.
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stimulation of recipient PBMCs with donor splenocytes. :
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« Additionally, we analyzed the activation of pattern recognition receptors (PRRs) expressed
by TLR4- and TLR9-transfected HEK-Blue reporter cell lines stimulated with liver flush
perfusate (LF) and disulfide-HMGB1 (DAMP). Results were correlated with IRI status.

: PD-L1+ and CD66a+ after transplantation compared to the IRI- group (P < 0.01; Fig. F, |
. G) and showed a decreasing trend in the expression of these inhibitory markers at the
' late post-OLT stage.
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