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ABSTRACT Objective: To investigate the effect of curcumin (Cur) on lipopolysaccharide (LPS)-induced microglial activation and
the role of Toller Receptor 4 (TOLR4) in the effect. Methods: N9 microglia cell line exposed to LPS for 24 h was used to mimic the mod-
el of microglial inflammation. ELISA was used to assess the concentrations of tumor necrosis factor a (TNF-a), interleukin (IL)-1g3 and
IL-6. Phase contrast microscope was used to record the morphology of microglial cells exposed to LPS. Immunocytochemistry and west-
ern blot were used to measure the expression of TOLR4. Results: Compared with that in the control, LPS of 100 ng/ml increased the con-
centrations of TNF-a, IL-18 and IL-6 in the supernatant (P<0.05), while curcumin of 10 wM decreased the levels of TNF-a, IL-13 and
IL-6 markedly (P<0.05). In addition, curcumin ameliorated the morphology and decreased the expression of TOLR4 in mi- croglial cells

exposed to LPS. Conclusion: Curcumin attenuated microglial activation induced by LPS, and the inhibition of TOLR4 may be associated

with the effect.
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Fig.1 Curcumin decreased the concentration of TNF-a released by

microglial cells exposed to LPS. A: Exposure of LPS for 24 h increased
the release of TNF-a from microglial cells; B: Curcumin decreased
LPS-induced TNF-a release from microglial cells dose-dependently.
i *:P<0.05, ns.: TP EE R, n=8;
Note: *: P<0.05, n.s.: no significance, n=8.
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Fig.2 Curcumin ameliorated the morphology, reduced the release of IL-13
and IL-6 of microglial cells exposed to LPS. A: Curcumin ameliorated the
morphology of microglial cells exposed to LPS; B: Curcumin reduced the
release of IL-1B; C: Curcumin reduced the release of IL-6;
F:*:P<0.05,n=6
Note: *:P<0.05,n=6
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Fig.3 Curcumin inhibited the over-expression of TOLR4 in microglial
cells exposed to LPS. A: Inmmucytochemistry result indicated that
curcumin inhibited the over-expression of TOLR4 (red) in microglial cells
exposed to LPS for 24 h; B: Western blot results indicated that curcumin
inhibited TOLR4 over-expression of microglial cells exposed to LPS for24 h;
EF:*:P<0.05,n=4
Note: *:P<0.05,n=4
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