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[ Abstract] Objective To investigate the effect of Toll like receptor 4 (TLR4) blockade on rats with
acute on chronic liver failure and the high mobility group box 1 (HMGB1). Methods An acute on chronic
liver failure was induced by human serum albumin (HSA), D-galactosamine (D-Gal) and lipopolysaccharide
(LPS), anti-TLR4 antibody was applied to treat the rats and rabbit anti-mouse IgG was applied as controls.
Results The pathological changes of liver tissue were improved by blockade of TLR4, serum levels of ALT,
TNF-a, IFN-y and HMGB1 were decreased by TLR4 antibody as well as HMGBI1 levels in liver tissue (P all
< 0.05). However, there were no significant differences between the model group and the IgG control group
(P all > 0.05). Conclusion Blockade of TLR4 could confer protection to rats with acute on chronic liver
failure and decrease HMGBI levels in sera and liver tissue.
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A: i HMGBI1 7K°F; B: HMGBI1 /K- (Western blot) ; C:
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P <0.05
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