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Trigalacturonic acid competing with lipopolysaccharide inhibit
the TLR4 signaling pathway in peripheral blood mononuclear

cells of gestational diabetes
Yang Qin Cong Lin Yuan Jing et al
( Prenatal Diagnosis Center Dept of Obstetrics and Gynecology
The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To study the inhibition of trigalacturonic acid and lipopolysaccharide( LPS) in LPS-TLR4-
NF—«B signaling pathway in peripheral blood mononuclear cells of gestational diabetes. Methods 15 ml of periph—
eral venous blood was obtained from 30 pregnant women with gestational diabetes and mononuclear cells were isola—
ted. They were cultured with LPS trigalacturonic acid( TGA) LPS combining with TGA respectively. Western blot
and ELISA were used to detect the expressions of TLR4 NF-+«B p65 and the level of TNF-o« L4 ILH0. Results

The expressions of TLR4 NF-«B p65 and the TNF-a IL-d IL-40 were higher than the control after
stimulated with LPS alone or TGA. And the difference was clearly statistically significant ( P <0.05). The
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expressions of TLR4 NF-«B p65 and the TNF-a ILd IL-0 were lower compared with LPS alone or TGA when
stimulated with LPS combined with TGA. However it was high compared with the control. The differences were
both clearly statistically significant( P <0. 05) . And the correlations between the TLR4 and NF-«B p65 were clearly
statistically significant ( P <0.01) . Conclusion Trigalacturonic acid competing with LPS may inhibit the TLR4
signaling pathway in peripheral blood mononuclear cells of gestational diabetes. And it can provide a guide to the
prevention and treatment of gestational diabetes mellitus.
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