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Effect of burn injury on expression and nuclear translocation of NF-xB in SRC-3

knock out mice
DU Zhi-yong', SU Yong-ping', XU Jian-ming®, LIAO Lan’, Ran Xin-ze', LI Jun', WANG Feng-chao' ('State Key Labo-
ratory of Trauma, Burns and Combined Injury, Institute of Combined Injury, College of Preventive Medicine, Third Military Medical Univer-

sity, Chongging 400038, China; *Department of Molecular Biology, Baylor College of medicine, Houston, Texas, 77030)

Abstract; Objective To study the effect of burn injury on expression and nuclear translocation of NF-xB
in SRC-3 knock out mice. Methods SRC-3 knock out mice and wild-type mice are included as experiment
group and control group respectively according to their genotype. The difference of expression of NF-kB and
[kB-a in total hepatic protein extract and nuclear translocation of NF-kB in nuclear extract between the two
groups were investigated before burn, 1 h, 6 h and 12 h after burn. Results The NF-kB expression in total
hepatic protein extract did not change significantly except some decline 6 h after burn in wild-type mice, where-
as an increase trend of NF-kB expression was observed in SRC-3 knock out mice. Although the nuclear translo-
cation of NF-kB P50 were all increased in two groups after burn, but the quantity of NF-kB in nuclear extract
was more higher in wild-type mice than that in SRC-3 knock out mice. The IkB-a expression did not change
significantly in wild mice after burn, whereas an increase trend was observed in SRC-3 knock out mice except
significant decline 1 h after burn. Conclusion There exists significant differences of NF-kB expression and
nuclear translocation after burn injury between wild-type mice and SRC-3 knock out mice. The role of NF-kB in
trauma and inflammation may be impaired in SRC-3 deficient mice.
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