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Effects of Melatonin on the Expression of P38SMAPK and NF — kB of LPS in the Pulmonary Artery smooth Muscle Cells Induced by LPS.
Zhang Yuxue, Yu Xiaoming, Shao Bule et al. Department of Gastroenterology ,The First Affiliated Hospital of Wenzhou Medical University ,
Zhejiang 325000, China

Abstract Objective To investigate the effects of melatonin on the expression of P3SMAPK and NF — kB in rat pulmonary artery
smooth muscle cells (PASMCs) induced by LPS. Methods The cultured male SD rat PASMCs were divided into control group, lipopo-
lysaccharide (LPS) group, melatonin + LPS( MLT + LPS) group (0. 5mmol/L, 1. 0mmol/L) and SB203580 + LPS ( SB + LPS) group
(5pmol/L). The toxicity of melatonin was detected by Cell Counting Kit -8 (CCK -8) assay. The expression of P38MAPK and NF -
kB mRNA were detected by RT — PCR. The changes in protein levels of P3SMAPK, NF - kB, phosphorylated P38MAPK and phosphoryl-
ated NF — kB were detected by Western blot. Results Melatonin showed no toxicity on rat PASMCs in designed concentration ( P >
0.05). Compared to LPS group, the expression of phosphorylated P3SMAPK and phosphorylated NF — kB were down — regulation in MLT
+ LPS group and SB + LPS group, and in a dose — dependent manner ( P <0.01). Conclusion Melatonin can alleviate the LPS — in-
duced inflammation reaction in rat PASMCs by inhibiting the activation of P38MAPK and NF - kB in MAPK signal pathway.
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