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Vasodilation of thoracic aorta in rats of wogonin by enhancement of acetylcholine
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Abstract: Objective To study the effect of wogonin induced by acetylcholine on the vasodilation of rat thoracic aorta and explore its
mechanism. Method The experiments were divided into control group and medication group. The medication group was treated
with DMEM/F12 medium containing different concentrations of wogonin, while the control group was treated with DMEM/F12
medium containing the same volume of DMSO as the medication group. Rat cardiac microvascular endothelial cells were incubated
with wogonin treated for 24 h. Cell viability was measured by MTT assay, NO content was measured by nitrate reductase assay, and
eNOS protein expression was detected by ELISA method. The thoracic aortic rings of rats were incubated with wogonin treated for
24 h, NE (110" mol/L) was used to constrict blood vessels, and the acetylcholine (11078, 1x1077, 1x10°®, and 1>10° mol/L) was
used to relax blood vessels to detect the changes of vascular tension. Results Compared with the control group, there was no
significant changes of the cell viability in each group after treatment with wogonin. Compared with the control group, wogonin (5, 20
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umol/L) significantly promoted NO production (P < 0.01), but L-NAME could inhibit the effect of wogonin (P < 0.01). Wogonin
(0.5, 5, 20 umol/L) could promote eNOS protein expression in cardiac microvascular endothelial cells in a concentration-dependent
manner. Compared with the control group, the level of eNOS protein produced by wogonin was significantly different (P < 0.01).

Acetylcholine (1108, 11077, 11078, and 1107 mol/L) could dilate isolated rat thoracic aortic rings in a concentration-dependent

manner. Compared with the control group, wogonin (20 umol/L) incubated for 24 h significantly increased the relaxation of the
thoracic aortic rings and decreased the contraction rate of the thoracic aortic rings in rats (P < 0.01, 0.05). Conclusion Wogonin
may enhance vasodilation of acetylcholine by promoting expression of eNOS protein and NO production in vascular endothelial cells.
Key words: wogonin; vasodilation; NO; cardiac microvascular endothelial cell; acetylcholine
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Table 2 Effect of wogonin on NO in rat cardiac microvascular
endothelial cells ( X +s,n=4)
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Table 4 Effects of wogonin on acetylcholine -induced vasorelaxation in rat endothelium-denuded aortic rings ( X #s,n =4 )
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