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Effect of Hesperetin on the Level of Reactive Oxygen Species in H9C2 Cardiomyocytes which Induced by Lipopolysaccharides.
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Abstract Objective

which induced by lipopolysaccharides( LPS). Methods

To investigate the effect of hesperetin on the level of reactive oxygen species( ROS)in H9C2 cardiomyocytes

The embryonic rat heart — drived H9C2 cells were coincubated with different

concentrations of hesperetin(0.0625, 0.125, 0.25pmol/L) and LPS(1pg/ml) for 120min. And then H9C2 cells were coincubated with

hesperetin(0. 25umol/L) and LPS(1wg/ml) for different time (30, 60,

eretin could be protected from LPS -

dependent and time — related by hesperetin treatment. Conclusion

stress in H9C2 cardiomyocytes which induced by LPS.
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120min). Results We found that H9C2 cells treated with hesp-

induced ROS production. The decreasing ROS levels in LPS - stimulated cells were concentration —

Hesperetin can reduce the ROS production and attenuate oxidative

Hesperetin; LPS; H9C2 cardiomyocytes; Reactive oxygen species
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