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Abstract: Objective To study the changes of follicular helper T cells (Tfh)/follicular regulatory T cells
(Tfr),Breg cells proportions and related cytokines (I1.-21,1L.-10) in the peripheral blood of patients with
chronic immune thrombocytopenia (CITP) ,and to explore the role and significance of Tfh/Tfr,Breg propor-
tions in CITP immunologic derangement. Methods Thirty cases of CITP and 30 people undergoing physical
examination were selected. Peripheral blood mononuclear cells were isolated from the lymphocytes separation
medium. The changes of peripheral blood Tfh, Tfr,Breg proportions were detected by fluid cytometry (FCM)
and the expression levels of IL.-21 and IL.-10 in supernatant were detected by ELISA. The positive rate of
platelet related antibody PAIgG was detected by FCM. Results Compared with the healthy controls, the pe-
ripheral blood Tfh proportion was increased,and the difference was statistically significant (P <C0. 05), while
the proportions of Tfr and Breg were decreased,and the difference was statistically significant (P <C0. 05).
Tfh/Tfr in the CITP patients was increased with statistical difference (P<C0. 05). Tth/T{r was positively cor-
related with the PAIgG positive rate (r =0. 622, P<0. 05),and Breg proportion was negatively correlated
with the PAIgG positive rate (= —0. 535, P <C0. 05) ; peripheral blood 1L-21/IL-10 levels in the CTIP pa-
tients were increase,and the difference was statistically significant (P <C0. 05);1L-21/IL-10 was negatively
correlated with platelet (=—0. 643, P<C0. 05),and positively correlated with the PAIgG positive rate (r =
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0.548,P<C0. 05). Conclusion The abnormalities of peripheral blood Tfh/Tfr,Breg proportions and 11.-21/1L-

10 in the patients with CITP are involved in its immunologic derangement mechanism, which provides a new i-

dea for clinical diagnosis and treatment of CITP.
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