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Significance of Peripheral Dendritic Cells and Treg cells in Patients with Systemic Lupus Erythematosus Associated with Thrombocytopenia.
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Abstract Objective To explore the expression and significance of circulating dendritic cells (DC) and regulatory T cells (Treg)
in patients with systemic lupus erythematosus ( SLE) with moderate or severe thrombocytopenia. Methods Totally 60 patients with SLE
were selected, including 32 patients with moderate or severe thrombocytopenia, 28 patients with normal platelets, and 30 healthy controls.
Flow cytometry was used to analyze the proportion of peripheral blood myeloid DC (mDC) , plasmacytoid DC (pDC) and correlation to
CD4 " CD25 " FoxP3 ™ Treg cells before and after the treatment. Results The proportion of pDC in peripheral blood of SLE with moderate
or severe thrombocytopenia was significantly decreased than that in SLE patients with normal platelets (P <0.05). After corticosteroid
treatment, the proportion of pDC was decreased than that before treatment, while the proportion of Treg cells was increased , there was in-
verse correlation between pDC and Treg cells after treatment(r = —0.537,P <0.05). The serum levels of IL =12 and IFN — o in SLE
were significantly higher while the serum level of TGF — 3 was significantly decreased than that in healthy controls. Conclusion pDCs
may play a role in the pathogenesis of SLE with thrombocytopenia, and have a certain correlation with Treg cells.
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