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Effects of antisense p38a gene transfection on expressions of inflaimmatory factors in

cardiomyocytes following hypoxia and burn serum treatment

ZHENG Jun's HUANG Yue-sheng's HUANG Xiao-yuan's FAN Peng-ju's HE Weifeng's ZHANG Xiao-wng's JIANG Jian-
X].Il1 , SU Yong*pingl( 'State Key Laboratory of Trauma, Burns and Combined Injury, Institute of Burns Southwest Hospital, Third Military
Medical University, Chongging 400038; Department of Plastic Suigery, Xiangya Hospital Central South University, Changsha, 430008, Hunan

Province, China)

Abstract: Objective To explore the effects of antisense p38a gene transfection on the expressions of inflamma-
tory factors in cardiomyocytes following hypoxia and burn serum treament. Methods — Primary neonatal rat cardio-
myocytes were cultured in vitro with hypoxia and burmn serum treatment and divided into there groups: control group,
hypoxia and burn serum treatment group (non-transfected group); antisense p38« gene transfection group (transfected
group). Bum serum was collected from Wistar rats with 40% total body surface area (TBSA) III degree bum. Car-
diomyocytes inhaling mixed gas containing 1% O, were used as the hypoxia model. The antisense p38« gene recombi-
nant was constructed by genetic recombination technique. p38a protein kinase expression level and mRNA level of
TNFa and IL-13 were detemined respectively at different time points by Western blot and RT-PCR. The results were
pocessed statistically. Results The antisense p38« gene recombinant was constructed successfully. Hypoxia and
burn semm induced rapid and long time activation of p38a kinase and up-regulated mBNA levels of TNFa and IL-1Bin
cardiomyocytes. Antisense p38a gene decreased p38 activity significantly (P<<0.01) and down-regulated TNFa and
IL-13 mRNA expressions (P<0.01). Condusion These data suggest that p38« kinase pathway may play an im-
portant role in cardiomyocyte damage induced by hypoxia and burn serum. The ivhibition of p38a kinase activation
can down-regulate TNFa and IL-13 expressions and attenuate injury of cardiomyocytes exposed to burn and hypoxia.
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