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Abstract: Objective To detect programmed death ligand-1 (PD-1) in peripheral blood of patients with
rheumatoid arthritis (RA) ,analyze its correlation with commonly used clinical laboratory testing indicators,
and explore the clinical significance of its expression. Methods The peripheral blood samples of RA patients
and healthy people were collected,and their PD-1 was detected by flow cytometry. The common clinical detec-
tion indexes and their positive rates of RA were recoreded,and make correlation analysis and comparison with
PD-1. The same patient was tracked and the changes of PD-1 in different periods were observed. Results The
activity of CD4" PD-1" T% and CD8 PD-1" T% in the peripheral blood of RA was significantly higher than
that in the remission period and the healthy control group (P <C0. 01). In the peripheral blood of RA,PD-1
was positively correlated with CRP and erythrocyte sedimentation rate (P<C0. 01),but not with anti CCP an-
tibody (P>>0. 05) ,and the positive expression rate of PD-1 was higher than that of CRP and erythrocyte sedi-
mentation rate (P<C0. 01),but not with anti CCP antibody (P >>0. 05). The activity period of PD-1 in periph-
eral blood of the same patient was significantly higher than that in remission period (P<C0. 01). Conclusion
PD-1 is highly expressed in the peripheral blood of RA patients,and PD-1 is closely related to the severity of
the disease. The positive expression rate of PD-1 is high,and it is closely related to CRP,erythrocyte sedimentation

rate and other indicators. PD-1 as a new clinical detection indicator has a certain application prospect in RA.
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