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Lipopolysaccharide Induces the Release of Inflammatory Factor via MAPK Signalling Pathway in Rat Tubular Epithelial Cells. Wu Yicai,
Zheng Shixiang, Ding Guohua, et al. Division of Nephrology, Renmin Hospital, Wuhan University, Hubei 430060 ,China

Abstract Objective To observe the release of inflammatory factors after lipopolysaccharide stimulation in renal tubular epithelial
cells(NRK - 52E) ,to analyze whether the effects were mediated by MAPK signalling pathway, and to reveal the mechanism of injury by
LPS on NRK - 52E cells. Methods After synchronization, cells incubated with LPS(1uwg/ml) were used as the stimulation groups,
cells without stimulation were as normal control. To determine the role of MAPK signalling pathway, equal number of NRK — 52E cells was
added with MAPK signalling pathway inhibitors for 6 h and then incubated with LPS(1wg/ml). Western blot was used to analyze the phos-
phorylation of p38,JNK, I — kB expression. Results The phosphorylation of p38,JNK were highly expressed in LPS — induced NRK -
52E cells(P <0.05) ,and the I — kB level were also increased markedly compared with control group(P <0.05). In NRK - 52E cells
that were pre — incubated with MAPK signalling pathway inhibitors, the phosphorylation of I — kB were obviously inhibited compared with
LPS group(P <0.05). Conclusion The mechanism of LPS - induced injury effect on NRK —52E cells is related to the phosphorylation
of p38,JNK MAPK signalling pathway, which is followed by the enhance ment of the phosphorylation of I — kB expression. This process is
inhibited by MAPK signalling pathway inhibitor via modulation of inflammation pathway.
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