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Study on the synergistic expression of CD14 " monocytes HLA-DR,CD86
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Abstract : Objective To investigate the changes in the expression levels of HLA-DR,CD86 and T lympho-
cyte subsets of peripheral blood monocytes in patients with sepsis and the significance of their cooperative ex-
pression. Methods Confirmed sepsis patients (sepsis group) admitted to the critical care medicine department
of Tongling People’s Hospital from January to July 2020 were selected as the research objects,and healthy pa-
tients admitted to the hospital during the same period were selected as the control group. Peripheral venous
blood was collected from the sepsis group on the fist,third and fifth day of admission,and the expression lev-
els of CD14" monocytes HLA-DR,CD86" CD14" and T lymphocyte subsets were analyzed by flow cytome-
try. At the same time,the above indexes of the control group were detected on the day of admission physical
examination,and the indexes of the two groups were analyzed and compared. Results On the first day after
admission s the expression levels of CD14 " monocytes HLA-DR,CD86 CD14 " ,total T lymphocytes and CD4 "
T lymphocytes in peripheral blood of sepsis group were significantly lower than those of control group,and
the differences were statistically significant (P <C0. 05). The expression levels of CD14" monocytes HLA-DR,
CD86"CD14" and CD4" T lymphocytes in peripheral blood of in sepsis group were significantly lower than
those in control group on the third and fifth day after admission,with statistical significance (P <C0. 05). Con-
clusion There is immune paralysis in patients with sepsis. CD14" monocytes HLA-DR and CD86 can evaluate

the immune status of patients with sepsis.
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