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INDOLEAMINE 2,3-DIOXYGENASE (IDO) AS A NEW
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METHODS
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Aim of our study was to investigate IDO activity (Kyn/Trp) in 46 samples of peripheral blood Treg regulation-assoclated gene forkhead box P3
mononuclear cells (PBMC ) of 16 children with kidney transplant followed in outpatient clinic and of 11 (FoXp3) and TEF-1 | |
adults (30 samples at 0, 15 and 30 days after kidney transplantation). | ratio betweon tryptophan (Trp) and ite. satabolic
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Real time PRC (Tagman) was used to measure mRNA of TLR2, TLR3, TLR4, TLR9 and regulationassociated Jj L D Standard
genes of Treg including forkhead box P3 (Foxp3), Th17-related factors (IL-17), retinoid - | |"|
orphan nuclear receptor (RORc), and TFG-1 which modulates the differentiation of Th17. Values were [T
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RESULTS
In transplanted patients IDO was significantly TLR innate immunity pathway was also Foxp3d mRNA was significantly depressed
activated in comparison to healthy controls (HC ) activated (TLR2 mRNA 4.5%6.1 vs 1.410.8 In (0.96%0.53 vs 1.21%0.55 in HC , p=0.045) and
(Kyn 3.97%1.44 vs 2.0510.33 in HC , p<0.0001; Trp HC , p=0.03, TLR4 mMRNA 4.7%6.8 vs 1.3%0.7 In TGFB mMRNA increased (2.2+0.9 vs 1.4%0.5 In
38.24+13.49 vs 54.02+7.32 in HC , p<0.0001; Kyn/Trp: HC p=0.006). HC, p <0.0001).
11.7215.84 vs 3.8310.67 in HC , p<0.0001).
TLR 1 p=0.045 p<0.0001
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In the prospective cohort a trend of reduction of IDO activity was found over the first month after transplantation, with decrease in Kyn/Trp
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CONCLUSIONS

IDO is activated in kidney transplant, in agreement with the activation of innate immunity (TLRs)
and IFN-y mediated pathways. As anticipated by in vitro models, IDO activity decreases under the
effect of the immunosuppressants in transplantation. Based on our data IDO activity might be an

iInteresting marker of immmunological status in kidney transplant.
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