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Expression and significance of th17 cell and chemokine cxcll3 in peripheral
blood of patients with primary sjogren’s syndrome’
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Chinese Medicine , Shenyang , Liaoning 110032 ,China)

Abstract:Objective To explore the significance of Th17 cell and chemokine CXCIL.13 in peripheral blood
of patients with primary Sjégren’s Syndrome and investigate the role of Th17 cell and chemokine CXCL13 in
the pathogenesis of pSS. Methods 73 primary Sjégren’s Syndrome patients were enrolled as pSS groups and
40 healthy volunteers were selected as control groups. Disease Activity Index(ESSDAID) of primary Sjégren's
Syndrome patients was evaluated by physicians. Th17 cell was detected by flow cytometry;chemokine CXCL13
was measured by enzyme-linked immunosorbent assay;IgG,IgM and IgA levels were detected by immunologi-
cal transmission turbidimetry. Results Significantly increased levels of Th17 cell,chemokine CXCL13 and IgG
were found in pSS groups comparing with control groups, and the differences were statistically significant
(P<C0.01). The levels of IgM and IgA in pSS groups were higher than those in control groups,and the differ-
ences were statistically significant (P<C0. 05). In pSS groups. there were positive correlations between the
scores of ESSDAI and Thl17 cell, chemokine CXCL13 and IgG respectively (»=0. 58,0. 66,0. 48; P<0. 05).
The levels of chemokine CXCIL.13 expression showed a positive correlation with Th17 cell in pSS group (r=
0.45;P<C0.05). Conclusion The detecetion of Th17 cell,chemokine CXCL13 and IgG were contributed to es-
timate disease activity in patients with primary Sjégren’s Syndrome. Th17 cell, chemokine CXCL13 may play
an important role in the pathogenesis of pSS.

Key words: primary Sjégren’s Syndrome; EULAR Sjégren’s Syndrome disease activity index; Thl7
cell; chemokine CXCL13
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