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ABSTRACT Objective: To explore the anti-inflammatory effect and mechanism of KRJ. Methods: RAW264.7 cell was treated by
lipopolysaccharide (LPS) to establish an inflammatory cell model, the effect of KRJ was measured by the cell viability, intracellular ROS
level, supernatant NO level and inflammation related protein (iNOS, COX-2). Results: After pre-treatment with KRIJ, the cell viability
was decreased with the increase of KRJ concentration. After modeling, the proinflammatory mediators NO in the supernatant was
significantly inhibited (P<0.0001) and the intracellular reactive oxygen species (ROS) levels were cleared in KRJ group (P<0.001) in a
dose-dependent manner. The expression of COX-2, iNOS protein, which were closely related to inflammation, showed a decreasing
trend. (P<0.05). Conclusion: KRJ might reduce the inflammation by clearance of ROS activity, down-regulation of NO products and
COX-2, iNOS protein expression.
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Fig. 1 Effect of KRJ on the viability of RAW264.7 macrophage
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