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Curcumin alleviates LPS/D-GalN induced acute liver injury via
TLR4/NF-kB/NLRP3 signaling pathway in mice

GUI Ying ,LEI Huan ,DENG Qin ,LIU Zi-Yuan ,XU Ling-Yun
(School of Life Science and Technology , Wuhan Polytechnic University , Wuhan 430023, China)
Abstract ; Investigate the effect and mechanism of curcumin in alleviating LPS/D-GalN induced acute liver injury in
mice. With curcumin (50 —200 mg/kg) preventive administration for 10d , mice were injected intraperitoneally with
LPS/D-GalN to induce acute liver injury. After 6h,the mice were weighed and blood was taken. The levels of serum
aspartate aminotransferase ( AST) and alanine aminotransferase ( ALT) and liver lactate dehydrogenase (LDH) ,ni-
tric oxide (no) ,malondialdehyde (MDA) and superoxide dismutase (SOD) were measured by the kit. The patho-
logical changes of liver were observed by HE staining. The expression of TLR4, NF-xB, NLRP3, NF-xB, ASC
CASP1 IL-1 B and IL-18 protein were detected by Western blot. The mRNA levels of TLR4 , NLRP3, CASP1 and
IL-1B in liver were detected by qPCR. Compared with the model group, curcumin decreased the levels of AST and

ALT,alleviated liver oxidative stress injury,and mitigated liver histopathological damage in mice,the protein levels
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of TLR4 ,NF-kB p65,NLRP3,CASP1,IL-1B and IL-18 were decreased, and the mRNA levels of TLR4, NLRP3,
CASP1,and IL-1B were down regulated. Curcumin exert antioxidative, anti-inflammatory, and inhibit pyroptosis

effects by down-regulating TLR4/NF-xB/NLRP3 signaling pathway, and alleviate liver injury induced by LPS/D-

GalN in mice.

Key words : curcumin ; acute liver injury; lipopolysaccharide; NLRP3 inflammation ; pyroptosis
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