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[Abstract] Objective To explore the protective effect of blocking TLLR4 in lipopolysaccharide (LPS) induced
acute lung injury(ALD. Methods A total of 60 SD mice were randomly divided into control group, ALI group and
ALI+TLR4 blocking group,with 20 mice for each group. ALI model were constructed by 6 intravenous injection of
LPS(6 mg/kg). Mice in ALI+ TLR4 blocking group were treated with anti-TLR4 antibody(10 mg/mlL) at the same
time. Mice in control group were treated with normal saline for the same volume as the other 2 groups. All mice were
executed 3 hours after treatment and then the activity of nuclear factor(NF)-kB,and levels of inhibition protein kB-a
(IkB-a) s tumor necrosis factor(TNF)-a,interleukin(IL)-18and IL.-10 were detected. Results Compared with control
group,ratio of wet weight to dry weight of lung tissues,activity of NF-¢B and the expression levels of IkB-a, TNF-«
and IL-1Bwere significantly increased in the other two groups(P<C0. 05) , but levels of 11.-10 decreased (P<C0. 05).
Compared with ALI group,ratio of wet weight to dry weight of lung tissues, activity of NF-kB and the expression
levels of IkB-as TNF-« and IL-1Bof ALI4TLR4 blocking group were decreased(P<C0. 05) , while levels of IL-10 was
increased (P<C0. 05). Conclusion Application of monoclonal antibody to block signal pathway of TLR4 could signifi-
cantly decrease the activity of NF-xB and the expression levels of IkB-a; TNF-a and IL-18,and increase the level of
11.-10. The blockage of TLLR4 might have protective effect on LPS induced ALIL
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