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Effect of Astragalus Polysaccharide on p38 MAPK Signal Pathway of Rats with Myocardial Ischemic Reperfusion Injury
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(1. Dongzhimen Hospital, Beijing University of Chinese Medicine, Beijing 100700; 2. Institute of Chinese Medicine Re—

sources , Beijing Normal University; 3. Beijing Xuanwu TCM Hospital ; 4. Beijing University of Chinese Medicine)

ABSTRACT Objective To study the effect of astragalus polysaccharide (APS) on myocardial ischemic reperfusion injury in

rats. Methods Seventy Wistar rats were randomized into sham operation group, model group, APS low dose group, APS

high dose group, p38 MAPK SB203580 group, APS low dose & SB203580 group, and APS high dose & SB203580 group,

with 10 in each. The left anterior descending coronary artery was ligated to make models of ischemic reperfusion injury. The

corresponding medicine was injected via tail vein of each group of rats, once a day, 30 days in total. The size and weight of the

infarcted myocardium were measured after nitro blue tetrazolium chloride dyeing. Results Infarcted size and weight of the is-

chemic reperfusion myocardium were lower in all groups except the APS low dose group than in the model group (P<C0. 05 or

P<C0. 01). Furthermore, the APS high dose & SB203580 group had better effect than other groups (P<C0. 05). Conclusion

APS is effective in improving the pathological condition of myocardial ischemic reperfusion injury in rats, and the combination

of APS high dose with SB203580 has a synergic function in inhibiting the reperfusion injury. The mechanism may be related to

its effect in inhibiting the p38 MAPK signal pathway and blocking the induced inflammatory reaction on myocardium.
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