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p38 MAPK/cPLA; pathway mediates interleukins release in inflammatory cell model WANG Xiao-hui,
YAN Guang-tao, ZHANG Kai, XUE Hui, HAO Xiu-hua, WANG Lu-huan. Research Laboratory of
Biochemistry, Basic Medical Institute, General Hospital of PLA, Beijing 100853, China

[Abstract) Objective  To explore the underlying mechanism of lipopolysaccharide (LPS)~ induced
interleukin - 1@ (IL - 18) and IL - 6 release via p38 mitogen-activated protein kinase (MAPK) pathway in
HeLa cells for further identification of involved down-stream message factors. Methods HeLa cells were
challenged with LPS to reproduce inflammatory cell model. The activity or expression of p38 MAPK,
cytosolic phospholipase A;(cPLA;) and COX -2, was inhibited with pretreatment of inflammatory HeLa cells
with the inhibitors (SB203580, AACOCF;, NS -398) or transfected with the cPLA; antisense oligonucleotide
(SK7111), then the activities and/or expression of p38 MAPK, c¢PLA;, COX - 2, and relationship with
levels of IL - 1B and II. - 6 supernatants were determined in each group. Results SB203580 obviously
down-regulated the activities of p38 and cPLA;, as well as the release of IL - 1B and IL ~ 6. AACOCF; and
SK7111 blocked dose-dependently the activity or expression of ¢PLA,, IL - 18 and IL ~ 6 production.
However, the expression of COX - 2 could hardly be detected in Hel.a cells, even after LPS treatment. At
the same time, pre-treatment with NS - 398 had no effect on IL - 18, IL - 6 production. Conclusion p38
MAPK/cPLA, pathway mediates the expression of IL. - 18 and IL - 6 resulting from LPS treatment of HelLa
cells, while COX - 2, as a down-stream enzyme of cPLA; has no effect in this process.
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HER.ET 37 CHAMAER 5K CO, BAP,
23 adEAL, RE S~10 L4, SCRAT AR E 2
R0 25 MR HLLAK, BT 6ARBTE
I i %0 8F B 5 (Western blotting) £ il ) 8% 24 LR
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K ERA. EMEHRABHTHM, 10 pl BRI YE
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Figure 1 Inbibition of SB203580 on LPS - induced IL — 1P and
IL - 6 release, cPLA; activity and phospho - p38 MAPK expression
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Figure 2 Suppression effect of ¢PLA; inhibitor and ¢cPLA; antisense oligonucleotides on the LPS —induced IL - 1P and IL - 6 release
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