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[ Abstract] Objective To investigate the characteristics of peripheral blood lymphocytes in pediatric
henoch-schonlein purpura (HSP) with or without nephritis based on the close relationship between allergic
purpura nephritis and upper respiratory tract infection and the impact of infection on the immune system,
especially on the lymphocytes, and to provide reference for diagnosis and treatment of HSP children.
Methods The amount of peripheral blood lymphocyte subsets in 563 children with HSP were analyzed,
retrospectively. The levels of T cell (CD3", CD4", CDS8"), B cell (CD19") and NK cell (CD16"'CD56") in
peripheral blood were detected by the flow cytometry. The differences between HSP with and without
nephritis were analyzed, comparatively. Results Compared with HSP children without nephritis, HSP
nephritis children had older age, significantly increased CD3" (t =—7.077, P < 0.001), CD4" (t=—3.558, P <
0.001), CD8" (1 =—5.326, P < 0.001) T cells and significantly decreased B cells (¢ = 7.181, P < 0.001). There
were no significant difference in CD4/CD8 and NK levels between these two groups. Conclusions Peripheral
T cell dysfunction exists in HSP children. The amount of T cell subtypes help to judgment whether or not
there is nephritis in HSP children. Further study the impact of infection on peripheral T cell dysfunction in
children with HSP will help to prevention and treatment of HSP.
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