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Effects of IL-4/STAT6 pathway related genes on peripheral blood B limphocytes
in patients with Graves’ disease "
YANG Qian ,ZHA Bingbing”
Department o f Endocrinology sA f filiated Shanghai Municipal Fifth People’s Hospital s
Fudan University ,Shanghai 200240 ,China

Abstract:Objective To investigate the effect of interleukin-4 (I1.-4)/signal transduction and activator of
transcription 6 (STAT6) pathway related genes on the level of peripheral blood B lymphocytes in the patients
with Graves’ disease. Methods A total of 20 patients with Graves' disease initial onset without using antithy-
roid drugs in the outpatient department and ward of Shanghai Municipal Fifth People's Hospital from January
to June 2021 were selected as the Graves' disease group and contemporaneous 20 sex and age matched healthy
subjects undergoing healthy physical examination were selected as the health control group. Peripheral blood
was taken and serum was collected to detect the thyroid function indicators [ free triiodothyronine (FT3) ,ser-
um free thyroxine (FT4) ], thyroid antibodies [ thyroid peroxidase antibody (TPOAD),thyroid globulin anti-
body (TGADb),thyroid stimulating hormone receptor antibody (TRAb) ] and IL.-4. The magnetic beads were
used to isolate peripheral blood B lymphocytes,and RT-PCR was used to detect the expression level of 11.-4R
mRNA. The flow cytometry was used to detect the levels of CD19" ,CD19" IL-4R" and CD19" pSTAT6' B
lymphocytes in peripheral blood. Results Compared with the healthy control group,the levels of FT3,FT4,
TPOADb and TGAD in the Graves' disease group were increased (P <C0. 05),and the proportion of CD19" B
lymphocytes was significantly increased(P <C0. 05). Compared with healthy subjects, the expression of 1L-4R
mRNA in B lymphocytes of patients with Graves' disease was increased by RT-PCR (P <C0. 05). The serum
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1L-4 level and peripheral blood CD19" IL-4R" and CD19" pSTAT6" B lymphocytes levels had no statistical
difference between the Graves' disease group and the healthy control group (P>>0. 05). IL-4,CD19" IL4R"
lymphocytes and CD19" pSTAT6 " B lymphocytes were not correlated with FT3,FT4 and TPOAb, TGAb,

TRADb (P >0. 05). Conclusion

Although peripheral blood B lymphocytes significantly increases in the pa-

tients with Graves' disease,but the IL-4/STAT6 pathway related genes may not affect the proliferation of pe-

ripheral blood B lymphocytes and has no obvious correlation with the disease status.
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