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IL-6 may promote the differentiation of follicular helper T cells and participate in the
pathogenesis of type 1 diabetes
NIU Tengyao ,CUI Zhenhua sGAO Qiang .YUE Xiaoqi «ZHAN Jinghui ,ZHANG Yanli“
Department of Pathogen Biology and Immunology ,School of Basic Medical Sciences ,
Ningxia Medical University ,Yinchuan s Ningxia 750004 ,China

Abstract : Objective To observe whether interleukin(ILL)-6 act on follicular helper T (Tfh) cells and par-
ticipate in the pathogenesis of type 1 diabetes (T1DM) or not. Methods A total of 30 patients with T1DM
who were hospitalized in the Department of Endocrinology,the General Hospital of Ningxia Medical Universi-
ty from October 2019 to October 2020 were selected as the research group,and 20 healthy person were recrui-
ted as the healthy control group. The percentage of CD4"~ CXCR5"ICOS"PD1 ™ T cells in CD4™ T cells in pe-
ripheral blood was analyzed by flow cytometry,the serum expression levels of 11.-6,11.-21 were detected by
Enzyme-linked immunosorbent assay. Results The percentage of CD4" CXCR5"ICOS"PD1" T cells in CD4"
T cells in research group and healthy control group were (23.840.68)% and (14. 140. 46) % respectively.
The levels of 11.-6 in research group and healthy control group were (34.45=+8.31) and (23.46%45.52) ng/L
respectively. IL.-21 levels in research group and healthy control group were (202, 0+46. 51) and (102. 9%
32.78) ng/L respectively. The percentage of CD4" CXCR5"ICOS" PD1" T cells in CD4 " T cells,IL-6 and IL-
21 levels in research group were significantly higher than those in healthy control group,the differences were
statistically significant (P<C0.05). The percentage of CD4" CXCR5 ICOS" PD1" T cells in CD4" T cells in
T1DM patients positively correlated with the levels of 1L.-6 and IL-21 in peripheral blood (r =0.449 2,
0.572 9,P<C0.05). Conclusion I1.-6 might promote the differentiation of Tfh cells, thereby assisting B cells
to produce autoantibodies,and play an important role in the pathogenesis of T1DM.
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