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Protective effects of Xuemaitong capsule on rats with acute myocardial

infarction and its mechanism
YE Lan',ZHANG Qing' ,HU Yin' HUANG Yongpan',LIU Zhi’
(1. Teaching and Research Section of Pharmacology ,Guiyang Medical College ;
2. Department of Pharmacy ,the Affiliated Hospital ,Guiyang Medical College)
[ Abstract]Objective ; To investigate the protective effects of Xuemaitong capsule on experimental rats with acute myocardial infarction
(AMI) and to explore its mechanism. Methods ; Wistar rats were randomized into 5 groups:model group,sham operation group,three
different dose groups of Xuemaitong capsule preconditioning. Rats in model group were treated by continuous intragastric administra—

tion for 14 d. After 14 d,myocardial infarction of all groups was established by ligation of coronary artery except sham operation group.
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Electrocardiogram was recorded before ligation and at 15,30,60,90,120 min and 24 h after ligation. Pathological changes and infarcted

area of cardiac tissues were checked by HE staining combined with nitroblue tetrazolium staining.Immunohistochemical staining,

RT-PCR and image analysis were used to measure expressions of matrix metalloproteinase—9 (MMP-9) and nuclear factor—-kB (NF-

kB) in the myocardial infarction. Results.] points in electrocardiogram in Xuemaitong capsule treated groups were elevated at differ—

ent degrees compared with that in model group. Meanwhile, pathological alteration of myocardial infarction in Xuemaitong capsule

treated groups was ameliorated compared with that in model group. Immunohistochemical staining indicated that protein and mRNA

expressions of MMP-9 and NF-kB were decreased in high dose group and middle dose group(P<0.05 or P<0.01). Conclusions : Xue—

maitong capsule has protective effects on AMI of rats induced by ligation of coronary artery,decreased protein and mRNA expressions

of MMP-9 and NF-kB may be one of the mechanisms.
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Tab.2 Effects of ligation of coronary artery
on AMI area of rats ( x = s,n=6)

LEETE FEAEIXE  OIUAESEL
215
(g) (g) (%)
BFARL 0.716 £ 0.078 0.003+0.001  0.375+0.186
FEARIZH 0.700 +0.041 0.115+0.021* 16.324 +2.396
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TG () 0.695 £0.048 0.113£0.022  16.149 +2.468

0 SIEFARL L, a, P<0.01; 5HIEIZ 1A, b, P<0.05

*£ 3 xF AMI KO AL MMP-9 NF-«kB & B RiZRI =0T
(x+s,n=6)
Tab.3 Protein expressions of MMP-9 and NF—kB of rats
with AMI( x +5,n=6)
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Tab.4 mRNA expressions of MMP-9 and NF-«B of rats
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