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Melatonin Decreases the Production of NO and ROS of Peritoneal Macrophages in Rat via Suppressing Activation of p38. Shao Bule,
Zhang Yuxue, Wang Kaijing, et al. Department of Gastroenterology ,The First Affiliated Hospital of Wenzhou Medical University, Zhejiang
325000, China

Abstract Objective To investigate the effect and mechanisms of melatonin on the production of nitric oxygen, reactive oxygen
species( ROS) ,p38 and phosphorylated p38 of lipopolysaccharides ( LPS) stimulated rat peritoneal macrophages. Methods The toxicity
of melatonin was assessed by cell counting kit - 8 (CCK8) assay. ROS was detected by fluorescence microscope. The mRNA expression of
total p38 was measured by reverse transcription — plolymerase chain reaction (RT — PCR) and the protein expression of p38 as well as
phosphorylated p38 were detected by Western blot. Results Melatonin showed no toxicity on rat peritoneal macrophages. Melatonin along
with p38 inhibitor( SB203580 ) both effectively suppressed the production of NO, ROS and the expression of phosphorylated p38 on LPS
Melatonin reduce the production of

stimulated rat peritoneal macrophages, while dinot change the expression of total p38. Conclusion

NO (P =0.000) and ROS (P =0.000) of LPS stimulated rat peritoneal macrophages via inhibiting the activation of p38 MAPK signal

pathway.
Key words Melatonin; Macrophage ; NO; ROS;p38
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