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Effect of protein kinases on Cx40/43 regulating endothelium-dependent vascular
contractile reactivity of superior mesenteric artery treated by hypoxia”
Ming Jia Li Tao s Xu Jing \Yang Guangming s Zhang Yuan ,Liu Liangming "
(The Second Department of Research Institute of Surgery/State Key Laboratory of Trauma , Burns and
Combined Injury »Daping Hospital sthe Third Military Medical University »Chongging 400042 ,China)

Abstract:Objective To investigate the mechanism of Cx40/43 regulating the endothelium- dependent vascular contractile reac-
tivity after hypoxia. Methods With superior mesenteric arteries (SMAs) from rats treated by hypoxia, Cx40/43 antisense oligode-
oxyribonucleotide(Cx40/43 AODN) and the specific activators or inhibitors to PKA, PKG and PKC, the changes of myosin light
chain kinase's(MLCK's)activity ,myosin light chain phosphatase’'s(MLCP’s)activity and the endothelium-dependent contractile re-
sponse of hypoxia treated SMA were observed. Results Cx40 AODN decreased the activity of MLLCP,but increased the endotheli-
um-dependent contractile response. Cx43 AODN increased the activity of MLCP,but decreased the endothelium-dependent contrac-
tile response. 8-Br-cAMP(PKA activator) ,8-Br-cGMP(PKG activator)and staurosporine(PKC inhibitor) significantly increased the
activity of MLCP,but decreased the endothelium-dependent contractile response of SMAs treated by Cx40/43 AODN. H-89 (PKA
inhibitor) ,KT-5823(PKG inhibitor)and PMA(PKC activator) significantly decreased the activity of MLCP, but increased the endo-
thelium-dependent contractile response of SMAs treated by Cx40/43 AODN. Conclusion The possible mechanism that Cx40/43
regulates endothelium-dependent vasoconstrictor reactivity following hemorrhagic shock may be related to the PKA,PKG and PKC
signal pathway.

Key words: shock; connexins; myosin light chain phosphatase;endothelium-dependent;contractile response
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