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Total glucosides of paeony attenuated activation of plasmacytoid

dendritic cells in primary Sjogren’ s syndrome patients
Li Xiaoling Wang Guosheng Li Xiangpei et al
( Dept of Rheumatology & Immunology The Affiliated Provincial Hospital of Anhui Medical University Hefei 230001)

Abstract Objective To investigate the effect of TGP on pDCs in new pSS patients and its mechanism of anti-in—
flammatory effects. Methods 17 new pSS without any treatment were recruited as disease group accepted total
glucosides of paeony for 3 months and 17 healthy subjects as control group. The percentages of peripheral blood
pDCs circulating plasma [FN-o 1.6 TNF-o levels were analysed by Flow cytometry and ELISA. Immunohisto—
chemistry method was used to observe the pDCs infiltration in labial gland. Results New pSS patients had signifi-
cantly lesser pDCs in PB and CXCR4 expressed by pDCs were higher than healthy controls. TGP could inhibit pDC
activation and then reduce CXCR4 expression. Plasma [FN-« IL-6 TNF-a levels of new pSS were increased and
TGP reduced 1L-6 TNF-a levels. Moreover pDCs were present in labial gland of pSS under the effect of chemo—
kines receptor CXCR4. Conclusion The findings reveal that activated pDCs transfer to the labial gland under the
effect of chemokines receptor CXCR4. Total glucosides of paeony inhibit the activation of pDCs in primary Sjogren”
s syndrome.

Key words primary Sjogren’s syndrome; total glucosides of paeony; plasmacytoid dendritic cells; TNF-a; IFN-w;
IL-6



