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The Influence of Aspirin on Cardiac Function and Inflammatory Factors in Rats with Cardiac Hypertrophy
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Abstract:Objective To investigate the influence of aspirin on tumor necrosis factor-«( TNF-«),interleukin-10(IL-10), thromboxane A,
(TXA;)and prostaglandin I,(PGl;)in plasma and myocardial tissue of rats with pressure overload myocardial hypertrophy.Methods
Thirty rats were divided into operation group,non-operation group,and drug group.The rat models of cardiac hypertrophy were pre-
pared by abdominal aortic stenosis method.Arterial blood pressure and left ventricular mass index were measured at 4 and 8 weeks.
Cardiac function was evaluated by echocardiography,and the levels of TNF-q,IL-10,TXA;,and PGl in myocardial tissue and plasma
were detected by ELISA.Results Four weeks after the operation,arterial blood pressure in the operation group and the drug group
increased than that before the operation( P <0.05),and the increase was more significant at 8 weeks after the operation( P <0.01).
Eight weeks after the operation,the left ventricular mass index(LVMI)of the operation group was significantly higher than that of non-
operation group( P <<0.05).TNF-a and TXA, in myocardial tissue and plasma was significantly higher in the operation group than those
in that in non-operation at 4 weeks after operation( P <<0.01),and more significantly at 8 weeks after operation( P <<0.01).TNF-a and
TXA:; in the drug group were significantly lower than those in the operation group( P <<0.01).PGl, decreased significantly in the opera-
tion group compared with that in non-operation group 4 weeks after the operation( P <Z0.01).Conclusion Aspirin could significantly
improve cardiac function,reduce the diameter of cardiacmyocytes,and improve left ventricular hypertrophy.
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