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Vasodilatation and mechanism of hyperin on rat cerebral basilar artery
Ding Lan Chen Zhiwu Guo Yan
( Dept of Pharmacology Anhui Medical University Hefei 230032)

Abstract Objective To investigate the vasodilatation of hyperin( Hyp) on rat cerebral basilar artery and its relat—
ed mechanism. Methods Rat cerebral basilar artery rings were precontracted with 9 11-Dideoxy-9a 11a-methano—
epoxy prostaglandin F2a( U46619) or KCI and the vasodilatation of Hyp on the artery rings was recorded with the
Multi Wire Myograph System Modle Mechanical removal of the endothelium Large-conductance Ca’* -activated
K™ channels( BK.,) inhibitor. Protein kinase C( PKC) activator or inhibitor on the basilar artery rings were used to
investigate the vasorelaxing mechanism of Hyp. Results Hyp( 10 > ~ 10> mol/L) concentration-dependently re—
laxed the endothelium-intact rings precontracted with U46619( 10 ™7 mol/L) or KCI( 60 mmol/L) ( P <0.001) .

Mechanical removal of the endothelium produced a significant inhibition on Hyp-induced vasodilator response( P <

0.01) . Hyp-induced relaxation was attenuated drastically by IBTX( BK, channel inhibitor 10" mol/L) and PMA
( PKC activator 3 x 10" mol/L) (P <0.01 P <0.001) while Bisd ( PKC inhibitor 3 x 10 "® mol/L) promoted
the Hyp-induced vasorelaxation( P < 0. 05) . Conclusion Hyp relaxes contracted rat basilar artery. Activation of
BK, and Inhibition of PKC may be involved in underlying mechanism of Hyp-induced vasodilatation
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