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Changes and significance of T lymphocyte subsets in patients with ARDS
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Abstract: Objective To investigate the changes and significance of T lymphocyte subsets in patients with
acute respiratory distress syndrome (ARDS). Methods A total of 76 patients with ARDS admitted to Longfu
Hospital of Beijing from March 2016 to June 2018 were selected as observation group,and 50 healthy persons
were selected as control group during the same period. According to the severity of the disease, ARDS patients
were divided into mild 15 cases.moderate 39 cases and severe 22 cases. According to the prognosis of 28 days,
ARDS patients were divided into survival group (54 cases) and death group (22 cases). T lymphocyte subsets
(CD3" ,CD4" ,CD8 ' cells) were detected by flow cytometry in all subjects. The levels of CD3",CD4" ,CDS8
" cells in ARDS patients with different degrees and prognosis were compared between the obsenation group
and control group. Results The levels of CD3" ,CD4" cells in the observation group were significantly lower
than those in the control group (P<C0. 05) ,and there was no significant difference in the levels of CD8 © cells
between the two groups (P>>0.05) ;the levels of CD3" ,CD4" ,CD8 ' cells in patients with different degrees
of ARDS had significant difference (P<C0.05). The above-mentioned indexes were the highest in mild ARDS
patients, followed by moderate ARDS patients and the lowest in severe ARDS patients. The levels of CD3 ",
CD4" ,CD8" cells in survival group were significantly higher than those in death group (P<C0. 05). Conclusion

With the continuous development of ARDS, the level of T lymphocyte will decrease,and T lymphocyte sub-
sets can help to assess the severity of ARDS.
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