. 204 -

rRAESEIG R PRI G A B (FR TR 20184E4 F 5124 £828] Chin J Exp Clin Infect Dis (Electronic Edition), April 2018, Vol.12, No.2

- LAt =

T PUTOlIFE S ARA I FRIK XS A 3 2% IMILAE /) B
' 45303 1O OR3P A

BRI EE KiEA 24mW

[HBE] B WEHE P TollFEZ /A4 (TLR4) [IFRIEXT P55 MFE /S 8BS AEH45 1 £ 47 6 F LA
KTtz A F-«B (NF-xB) p65SHIZM . F3ik KHWNER (LPS) #5530/ R S D B s v 4%
R, JF R TLRA B 50 B B4 4T T 100, WL TLRA A 50 B B A o 79 2 25 URE /N BRI IF L 413 L o
EHLEE (Cr) « JRFEA (BUN) | BRIIEC. A4 (L) -18. IL-6/KF LUK BFHLHTLRA K
NF-«B/K-FRIFM . 45R SR, TLRAMTREDLIRGENS B 5 0 P 8 3 MU /D BB 2L 20%
PR, GRS Cr. BUNL BRI C. IL-1PFIIL-6/KF (= 7.20. 7.86. 9.99. 8.79. 3.92,
P3<< 0.05) , I HFE(KE AP TLR4 LNF-xB p65/KF (¢t =20.94, 11.21, P¥< 0.05) . Zip
TLR4 R 5L PR RE B ORI I B8 F IMRE /DN RS L2383 475,  FL/E LI AT 88 5 R 79 TLR4/NF-«B15 5%
FHEA K.

[E88iR] Toll#E 32 4k4; HydkEdifk:; WEERIME: VB IhReE; MRNEC: MRZxEHE
+-xB

Protective effect of antagonism of toll-like receptor 4 expression on renal injury in LPS-induced sepsis
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[ Abstract] Objective To investigate the protective effect of antagonism of toll-like receptor 4 (TLR4)
expression on renal injury in LPS (lipopolysaccharide)-induced sepsis mice, and its influence on nuclear
factor (NF)-kB p65. Methods Acute kidney injury was induced by LPS. Anti-TLR4 monoclonal antibody
was applied to treat the mice. The effects of TLR4 monoclonal antibody on renal histology, serum creatinine
(Cr), blood urea nitrogen (BUN), cystatin C, interleukin (IL)-1f and IL-6 levels, and TLR4 and NF-xB
protein levers in renal tissue of mice with endotoxemia were analyzed. Results The pathological changes
of renal tissue were improved by blockade of TLR4 compared with model group. The serum levels of Cr,
BUN, cystatin C, IL-1p and IL-6 were decreased by treatment of TLR4 monoclonal antibody compared with
model group (¢ =7.20, 7.86, 9.99, 8.79 and 3.92, respectively; all P < 0.05). The TLR4 and NF-xB protein
levels in renal tissue were also decreased by blockade of TLR4 (¢ =20.94, 11.21, respectively; both P < 0.05).
Conclusions Blockade of TLR4 could protect renal injury in LPS-induced sepsis mice. The mechanism may
be related to the regulation of TLR4/NF-«B signaling pathway.

[Key words] Anti-TLR4 antibody; Endotoxemia; Acute kidney failure; Cystatin C; NF-xB
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