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Curcumin acetylsalicylate antagonizes LPS—-induced inflammatory injury of BV2

microglia through TLR4/NF-kB pathway

HE Chaoping, CHEN Yu, PENG Sha, SHI Zhe, LI Yamei*, LIAO Duanfang*
(School of Pharmaceutical Science, Hunan University of Chinese Medicine, Key Laboratory for Quality
Evaluation of Bulk Herbs of Hunan Province, Changsha, Hunan 410208, China)

[Abstract] Objective To research the effect and mechanism of curcumin acetylsalicylate (CA) on lipopolysaccharide (LPS)-
induced BV2 microglial inflammation. Methods Discovery Studio molecular modeling package was used to docking CA with nuclear
factor-«kB (NF—«B), Toll-like receptor 2 (TLR2) and Toll-like receptor 4 (I'LR4) proteins to screen out the tightly bound proteins. BV2
microglia cells were divided into control group, model group and CA administration group. The control group was not treated; the

model group was added with 10 mg/l. LPS for 24 h; the CA administration group was treated with 10 mg/l. CA for 24 h, and then
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added 20, 40, 60 pwmol/l. LPS for 24 h. The effect of CA on the proliferation of BV2 cells was detected by CCK-8. ELISA method

was used to detect the cellular TNF-a and I1-1B; the level of NO secreted by cells was detected by Griess method; the expression
levels of INOS, NF—«B p65, p-NF-kB p65, IkB-a, p—IkB—a, TLR4 and MYDS88 protein were detected by Western blot. Results

Compared with the control group, in the concentration range of 0-80 pwmol/l, the cell viability of the CA administration group had no

significant difference (P>0.05); compared with the control group, the levels of TNF-a, IL-13 and NO in the model group were

significantly increased (P<0.05); compared with the model group, the levels of TNF-a, IL-1 and NO in the CA administration group

were significantly decreased (P<0.05). Compared with the control group, the level of p-NF—«B in the model group was increased (P<

0.05); compared with the model group, the level of p-NF—«B in the CA administration group was reduced (P<0.05). Compared with

the control group, the protein expression levels of TLR4 and MYDS88 in the model group were significantly increased (P<005)

compared with the model group, the protein expression levels of TLR4 and MYD88 in the CA administration group were

significantly decreased (P<0.05). Conclusion CA can effectively inhibit the inflammatory response of BV2 microglial cells induced

by LPS, and its effect may be related to its inhibition of NF-kB/TLR4 signaling pathway.

(Keywords] curcumin acetylsalicylate; BV2 microglia; neuroin flammation; nuclear factor-kB; Toll-like receptor 4
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