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Mechanism and effect of p38 MAPK antisense oligodeoxynucleotide on vascular contraction induced by AT1R

LEI Yan (Department of Surgical Applied Anatomy and Operative Surgery , College of Basic Medcial Sciences, Third Military Medical Uni-
versity , Chongqing 400038 , China)

Abstract ; Objective To study the mechanism and the effect of p38 MAPK antisense oligodeoxynucleotide ( ASODN) on the contractile
response of vascular smooth muscle induced by angitensin Il type 1 receptor (ATIR). Methods The expressions of p38 MAPK were regula-
ted by ASODN approach. The effects of p38 MAPK on the contractile response of rat aortic smooth muscle induced by AT1R and its relations
with myosin light chain kinase (MLCK) were observed. Results Concentration-dependent contractile response was induced by Ang Il in rat
aorta but the Ang II -induced vascular contraction was antagonized by ATIR inhibitor (losartan) and p38 MAPK-ASODN. The activity of ML-

CK in aorta was increased by Ang [l but it was also antagonized by ATIR inhibitor and p38 MAPK-ASODN. Conclusion p38 MAPK is in-

volved in the regulation of the vascular contraction induced by ATIR and its mechanism is possibly associated with MLCK pathway.
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