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Abstract: Objective To explore the anti-inflammatory activity of Oleuropein in LPS-stimulated RAW264.7 cells via Nrf2/HO-1
signaling pathway. Methods MTT method was used to detect the effect of oleuropein (0, 10,20,40 pmol/L) on the activity of
RAW264.7 cells. After being pretreated with oleuropein (10, 20, 40 pmol/L) for one hour, LPS induced inflammation model was
established. Griess reagent was used to detect the release of nitrite in cells. Western blotting method was used to detect the
expression of iNOS, COX-2, Nrf2, keap-1, HO-1 and NQO1 in cells. Flow cytometry was used to detect the expression of NO, ROS,
and Ca” in cells. The levels of MMP, TNF - o and IL-6 in supernatant were detected by ELISA. Results Compared with model
group, the release level of nitrite in the oleuroside group decreased significantly (P < 0.05, 0.01, 0.001), the expression of iNOS and
COX-2 decreased significantly (P < 0.001), the production of NO decreased significantly (P < 0.05, 0.01), the release of TNF - a and
IL-6 was inhibited significantly (P < 0.001), and the release of Ca’~ was inhibited significantly (P < 0.01); ROS production was
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significantly inhibited (P < 0.01); JC-1 monomer decreased, polymer state was restored (more red fluorescence), MMP stability was

enhanced; Keapl protein expression was significantly decreased, Nrf2, HO-1, NQO1 protein expression were significantly increased

(P < 0.05, 0.01 and 0.001). Conclusion

Oleuropein has a significant inhibitory effect on LPS-induced RAW264.7 cells

inflammatory response, which reduces the inflammatory process by activating the Nrf2/HO-1 signaling pathway.

Key words: Oleuropein; anti-inflammation; RAW264.7; Nrf2/HO-1 signaling pathway
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