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Abstract: Objective To investigate the T lymphocyte subsets, co-stimulatory molecules CD28 and CTLA-4
expression in CD4" T lymphocytes in patients with sepsis-related acute respiratory distress syndrome (ARDS).
Methods A total of 22 patients with sepsis-related ARDS admitted to the Second Affiliated Hospital of Guangxi
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Medical University from March 2022 to November 2022 were selected as the case group, while 21 healthy
volunteers from the same hospital during the same period were recruited as the control group. The case group
underwent various scoring assessments, including the systemic infection-related organ failure assessment, acute
physiology and chronic health evaluation II, multiple organ dysfunction syndrome, Murray lung injury score, and
early lung injury score. Peripheral whole blood and peripheral blood mononuclear cells were analyzed with flow
cytometry. Results Compared with the control group, the case group showed significant reductions in CD45",
CD3", CD4', and CD8" T lymphocyte counts (P <0.05). The percentages of CD3", CD4’, and CD8" T lymphocytes
among CD45" cells were also decreased in the case group (P <0.05). In contrast, the percentages of Th17 and Treg
cells among CD4" T lymphocytes were increased in the case group (P <0.05). Additionally, the percentage of CD28
expression in CD4" T lymphocytes was lower in the case group (P <0.05), while the percentage of CTLA-4
expression in CD4" T lymphocytes was higher compared to the control group (P <0.05). Conclusions Patients with
sepsis-related ARDS exhibit significant reductions in T lymphocyte counts, abnormal differentiation of CD4" T

lymphocytes, and dysregulated co-stimulatory molecule expression of CD28 and CTLA-4 in CD4" T lymphocytes.
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These findings suggest that T lymphocytes play a critical role in immune regulation in sepsis-related ARDS.
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