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Detection and clinical significance of peripheral blood follicular helper T cells in SLE patients
Zhao Shan ,Yu Juan , Zhang Hong®

(Department o f Rheumatology sthe First People’s Hospital of Yunnan Province , Kunming,Yunnan 650032,China)
[Abstract] Objective To investigate the percentage of peripheral blood follicular helper T (Tfh) cells and its clinical signifi-
cance in the patients with systemic lupus erythmatosus (SLE). Methods 60 patients with SLE(SLE group) and 60 individuals un-
dergoing the healthy physical examination (control group) were collected and detected the percentage of CXCR5" ICOS™ CD4™ T
cells by using the flow cytometry. The correlation between Tth cells with the disease activity of SLE and auto-antibodies was also
analyzed. Results The percentage of peripheral blood Tfh cells in SLE patients was significantly higher than that in the control
group (£=5.830,P<C0. 01), moreover the active SLE group was significantly higher than the stable SLE group (r=7. 313, P<
0.01) ;but the percentage of Tfh cells had no statistical difference between the lupus nephritis group and the non-lupus nephritis

group (£1=0.986,P=0. 328). The percentage of peripheral blood Tfh cells had significantly positive correlation with the disease ac-

tivity index (DAD of SLE,serum total IgG,anti-nuclear antibody (ANA) titer and anti-ds-DNA. Conclusion

Increase of peripheral

blood Tfh cells percentage in the SLE patients might contribute to the occurrence and development of SLE.
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