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Involvement of circulating TLR4, NF-kB and Treg/Th17
related cytokines in Graves® disease

Jian-guo Wang', Chun-yun Shi? Guang-cheng Chou', Zhan-liang Chen’,
Hui-qging Feng’, Shu-xian Wang*
(1. Department of Laboratory, Affiliated Hospital of Hebei University, Baoding, Hebei 071000,
China; 2. Department of Children's Internal Medicine, Baoding Children's Hospital,
Baoding, Hebei 071051, China)

Abstract: Objective To investigate the concentration of Toll-like receptor 4 (TLR4), nuclear factor kB
(NF-xB) and regulatory T cells (Treg) / T helper cell 17 (Th17) related cytokines in patients with Graves'
disease and their potential correlations. Methods A total of 62 patients initially diagnosed with Graves'
disease and 45 healthy volunteers were involved in this study. The serum levels of thyroid stimulating
hormone (TSH), free triiodothyronine (FTs), free tetraiodothyronine (FT,) and thyrotropin receptor antibody (TRAD)
were measured by Electrochemiluminescence. The serum levels of TLR4, NF-«kB, transforming growth factor
(TGF-B), interleukin 10 (IL-10), interleukin 6 (IL-6) and interleukin 17 (IL-17) were measured by enzyme-
linked immunosorbent assay (ELISA). Results The serum levels of TSH in patients were increased while FT,,
FT, and TRAb were decreased significantly when compared with those in volunteers (P < 0.05). Blood
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concentration of TLR4, NF-«B, IL-10, IL-6 and IL-17 in patients was upregulated while concentration of
TGF -B, was downregulated in comparison with the healthy control group (P < 0.05). Pearson correlation
analysis showed that TSH was negatively correlated with TLR4, NF-«kB, IL-10, IL-6 and IL-17 (P < 0.05),
but positively correlated with TGF-B, (P<0.05). FT, and FT4 were positively correlated with TLR4, NF-«B,
IL-10, IL-6 and IL-17, but negatively correlated with TGF-B, (P<0.05). TLR4 was positively correlated with
NF-kB, IL-10, IL-6 and IL-17 (P< 0.05), but negatively correlated with TGF-B,; (P< 0.05). Conclusions The
serum levels of TLR4, NF-«kB, IL-10, IL-6 and IL-17 in patients with Graves' disease are increased while
level of TGF-B, is decreased. Activation of NF-«B signaling pathway and Treg/Thl7 imbalance might be

involved in the pathogenesis of Graves' disease.
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