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Background: Inflammatory bowel disease (IBD), which mainly encompasses Crohn’s disease (CD) and ulcerative
colitis (UC), is a chronic and recurrent autoimmune disorder. Studies have demonstrated that yd T cells play a significant
role in the occurrence and development of IBD. Aims: To preliminarily investigate the alterations and clinical significance
of ¥8 T cells and their subsets in peripheral blood mononuclear cells (PBMCs) of IBD patients. Methods: A total of 100
patients with active IBD who were treated at the First Affiliated Hospital of Soochow University and the Affiliated Suzhou
Hospital of Nanjing Medical University (North Branch) from November 2022 to May 2024 were enrolled, including 66
patients with CD and 34 with UC. Thirty healthy volunteers undergoing routine physical examination during the same
period were recruited as the control group. The proportions of y8 T cells and their subsets [interleukin (IL)-17* y3 T cells
and interferon (IFN)-y* v8 T cells] in PBMCs were measured using flow cytometry. Results: Compared with the control
group, the proportions of ¥y T cells and IL-17* y8 T cells in PBMCs were significantly increased in active IBD patients (all
P<0.05), while no significant difference was observed in IFN-vy* 8 T cells (P>0.05). There were significant differences in
the proportions of y8 T cells and IL.-17" yd T cells among patients with mild, moderate, and severe active IBD (all P<0.05).

The proportions of vy T cells and IL-17" y3 T cells were positively correlated with the Crohn’s disease activity index score
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and modified Mayo score in CD and UC patients, respectively (CD: r=0.344, 0.529, all P<0.01; UC: r=0.540, 0.618, all P<
0.01). Conclusions: The proportions of y3 T cells and IL.-17* y8 T cells in PBMCs are significantly increased in IBD

patients and are correlated with the disease activity and severity. These findings suggest that y3 T cells and their subsets

might play an important role in immunopathogenesis of IBD.
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