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Abstract : Objective To investigate the differences of immune function and its significance in children with
Henoch-Schonlein purpura and Henoch-Schonlein purpura nephritis by detecting the changes of immune cells,
immunoglobulin and complement in peripheral blood. Methods A total of 280 cases diagnosed as Henoch-
Schonlein Purpura and 68 cases of Henoch-Schonlein purpura nephritis were collected from Sep 2017 to Apr
2018, detecting peripheral blood T lymphocyte subsets,B lymphocyte group and NK cell group by flow cytom-
etry,and the proportion was analyzed. The peripheral blood (immunoglobulin IgA,IgG,IgM,IgE and comple-
ment C3,C4) and morning urine (microalbuminuria and urinary creatinine) were detected by rate scatter im-
munoassay. Results Compared with Henoch-Schonlein purpura Group,urinary creatinine of children with He-
noch-Schonlein purpura nephritis was significantly reduced, Urinary albumin and urinary creatinine ratio
(ACR) significantly increased,the difference was statistically significant (P<C0. 05) ; The number of lympho-
cyte subsets decreased obviously,especially in CD3™ ,CD4" and CD19" lymphocytes,the difference was statis-
tically significant (P<C0. 05),the number of CD8" and CD16" CD56" cells has no difference, but the propor-
tion of CD3"% and CD8" lymphocytes increased markedly,the proportion of CD19" cells decreased significant-
ly.and the Th/Ts decreased significantly, The difference was statistically significant (P<C0. 05) ;immunoglob-
ulin IgA,IgG and complement C4 significantly decreased, the difference was statistically significant (P <C
0. 05). Conclusion The renal function of Henoch-Schonlein purpura and Henoch-Schonlein purpura nephritis

is impaired, but the kidney injury in children with Henoch-Schonlein purpura nephritis is more serious, which
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is manifested by cytotoxicity (CD8" T),complement depletion and immune complex deposition in kidney.
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