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Changes of IL-10 mRNA expression, AP-1 activity and their relation with ERK signal

pathway of macrophages in severely scalded mice
WANG Yong, PENG Dai-zhi HUANG Wemhuas WU Jun CIngitute of Bum Research, Southwest Hospital Third Military Medical University, Chongging
400038, China)

Abstract: Objective To cbserve the dynamic changes of I1-10 mRNA expression, Activator protein-1 (AP-1) activity of peritoneal
mactophages (PM®) at different time intewvals following scald and examine whether 11-10 mRNA is regulated by ERK signal pattway after MEK />
inhibitor PD98059 was used. Methods The experimental model of 15% TBSA full thickness scalded by vapor in mice was prepared and PM® were
collected. AP-1 activity was measured by EMSA and IL-10 mRNA by RT-PCR. Results Expression of II- 10 mRNA by murine PMP decreased af-
ter scald and dopped to the lowest level a 12 PBH (postburn hours). AP-1 was activated and reached its peak at 6 PBH. Compared to simple
bums there was no obvious change for I1-10 mRNA expression after using PD98059. Conclusion MAPK signal pathway of macrophages is activat-
ed following severe burns 1110 mRNA expression is not regulated by ERK pathway but probably by P38, JNK pathway.
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Fig1 Dynamic changes of AP-1 activity of murine peritoneal
macrophages after severe scald
1: Nommal control; 2~ 6: Post burn 2, 6 12, 24, 48 h;
7, Negative, control
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Fig 2 Changes of IL-10 mRNA expression of murine peritoneal
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Fig3 Effect of different regulators on IL-10 mRNA expression of
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