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B Lymphocyte Subsets in Peripheral Blood of Patients
with Pediatric Immune Thrombocytopenia
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Abstract: Objective To investigate the change and clinical significance of B lymphocyte subsets marked by CD38,CD27 and
CD19 in peripheral blood of pediatric patients with immune thrombocytopenia. Methods A total of 51 ITP patients(21 pa-
tients were newly diagnosed and untreated. 30 patients were in remission) were collected from January 2017 to December
2017 in Sun Yat-Sen Memorial Hospital,and 26 normal controls were enrolled in this study. The abnormal of B lymphocyte
subsets in peripheral blood of research cohort were detected by flow cytometry and their correlations with platelet count
were analyzed. Results The percentage of total CD19" B cells of untreated ITP patients was significantly higher than that of
remission ITP patients and normal controls ( F=7. 543, P<C0. 01). The percentage of memory B cells in CD19 " B cells of un-
treated ITP patients was significantly higher than that of remission ITP patients and normal controls ( F=38.876, P<<
0.001). The percentage of naive B cells in CD19 " B cells of untreated ITP patients was significantly lower than that of remis-
sion ITP patients and normal controls ( F=5. 058, P<Z0. 01). The percentage of plasmablasts cells of untreated ITP patients
was significantly higher than that of remission ITP patients and normal controls ( F=9. 588, P<C0. 001). There was no sig-
nificant difference in B lymphocyte subsets between remission ITP patients and the normal controls ( F=0. 842~1. 258,all
P>>0. 05). The PLT count had significantly negative correlation with the percentage of total CD19" B cells (r=—0. 318, P
=0.007) ,memory B cells (y=—0. 444, P=0. 000) , plasmablasts cells (+=—0. 442, P=0. 000) and had significantly posi-
tive correlation with naive B cells (#¥=0. 416, P=0. 000). Conclusion The distribution of B lymphocyte subsets was abnor-
mal in ITP patients. The detection of B lymphocyte subsets can be used as a useful indicator of clinical disease surveillance

and prognosis in ITP patients.
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