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ABSTRACT Objective: To investigate the characteristics of Th17 cells in peripheral blood in liver transplant patients, and its
association with acute rejection (AR). Methods: 18 patients who underwent liver transplantation in our hospital were enrolled for this study.
Peripheral blood was obtained from these participants longitudinally: pretransplantation, posttransplantation within 1 year's follow up, and
at the time of an episode of AR to measure the frequencies of circulating Th17 cells by flow cytometry. All participants were divided into
two groups: acute rejection group who suffered an AR (n=7, male/female is 5/2) during 1 year's follow up after liver transplanttation, and
non-rejection group who were in stable liver function (n=11, male/female is 8/3). The characteristics of circulating Th17 cells between the 2
groups were analyzed. Results: There were no significant difference in the levels of circulating Th17 cells in pretransplantation (P=0.672).
However, the frequency of circulating Th17 cells were significantly higher in acute rejection group as compared with the non-rejection
group (P=0.002). Also, the longitudinal analysis revealed that the frequency of circulating Th17 cells dramatically increased at the time in
acute rejection occurrence as compared with pretransplantation (P=0.007). In addition, we found that the variation tendency of frequency of
circulating Th17 cells was similiar with the level of ALT. The frequency of Th17 cells was maintained stable level in non-rejection group
during the follow up period. Conclusion: The frequency of Th17 cells in peripheral blood significantly increased in AR with a similar
variation tendency for the ALT level. It would be potentially acting as a marker for AR diagnosis in liver transplantation.
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Fig.l Pathological changes of liver tissues in acute rejection patients
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Fig.2 Th17 cells frequencies of pretransplantation and posttransplantation in acute rejection group and no rejection group
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Fig. 3 The correlation of Th17 cells frequency and ALT
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