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Effect of IL-12 and LPS on Ick/ P33 Signalling Pathaways in Tubular Epithelium
LI Qing-gang, LI You-ji, LI Zhi-jian, HUANG Ling-hong
(Department of Nephrology, First Affiliated Hospital of Sun Yat-sen University of Medical

Sciences Guangzhou 510080 China)

Abstract: [ Objective] In order to investigate 11.-12 and LPS on Lck gene expression and its activity in renal ubular

epithelial cells (TEC) and clarify wles of 11.-12 and P3g signalling pathways involved in inflammation. [M ethods] mRNA
expression of Ick and Ick activity were detemined by in situ hybridization and autoradiography respectively. Psg phospho-

rylation upon I1-12 and IPS stimulations was detected by Western blot analysis. [Results] Increased mRNA expression
of Ick was observed after stimulation of TEC with IL-12 and IPS . The maximal effect on Ick activity was present at 5 min
after simulation and the activity of 1 was martly decreased upon 11-12 treatment in the presence of Iek selective in-
hibitor PP1. Moreover; [1-12 and IPS may induce the phosphotylation of P38 in TEC, maximal phosphorylation occurred
at 15 min after stimulation. In addition, PP1 inhibited the phosphotylation of P3g induced by 11-12. [ Conclusion) I1.-12
and LPS are involved in inflanmation via the activation of lck/ P in TEC.
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Fig. 1 mRNA expression of lck in renal epithelial cells
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Fig. 3 Phosphorylation of Px in TEC was stimulated for
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