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Honokiol Inhibiting Microglia Activation Induced by MDP in vitro

Experimental Study*
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ABSTRACT Objective: To investigate the activation of microglia induced by MSP and the activated process affected by Honokiol.
Methods: Mice BV2 microglia in logarithmic growth phase were randomly divided into 3 groups. (1)control group: the cells were
cultured with serum free medium; (2)MDP group:the cells were treated with MDP after cultured for 24 h. (3)HNK group: after
pretreated with Honokiol for 30 min, MDP was added in the cells. ELISA: The concentration of IL-6 and TNF-« in culture supernatant of
these group were determined; Semi-quantity RT-PCR method was used to analyze the dynamic expression of transcription factor K14 in
different groups; Cellular morphological changes were observed under phase-contrast microscope. Results: ELISA: MSP (10 pg/ml, 100
pg/ml) treated for 7h. Compared with the control group, II-6 and TNF-a content in cell supernatant have statistical significance (P<
0.05), suggesting microglia activation have certain concentration dependent manner; MSP (100 pg/ml) treated for 1,3,5,7 h. Compared
with control group, 11-6 and TNF-a content in cell supernatant have statistical significance at each time point (P< 0.05), suggesting
microglia activation have certain time dependent manner; MPS (100 wg/ml) treated for 7 h. Compared with the HNK group, 11-6 and
TNF-« content in cell supernatant have statistical significance (P< 0.05), suggesting Honokiol could decrease the expression of 11-6 and
TNF-a. (2)RT-PCR:Klf4 expression level raised obviously after stimulating of microglia by MSP, and honokiol could downregulate K14
expression. (3)Morphological observation: Under phase-contrast microscope, microglia in the control group were in resting state;
microglia in the MDP group, the cell body became round, neurites disappeared, presenting "Amoeba" shape; The activation of microglia
in HNK group was reduced obviously. Conclusion: 1.MSP can induce microglia activation, and promote 11-6 and TNF-« release, and its
activation effect is in the manner of concentration and time dependence. 2. Honokiol can effectively inhibit the microglia activation
induced by MSP, the possible mechanism is to down-regulate K1f4 expression of the microglia.
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