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[ Abstract]  Objective To investigate the impact of propofol on myocardium in myocardial infarction rats undergoing
coronary artery ligation. Methods In April 2016, a total of 50 male SD rats were randomly divided into control group and test
group, each of 25 rats. All of the rats received thoracotomy after successful anesthesia, then left anterior descending coronary
artery was ligated to prepare myocardial infarction model. Rats of control group received continuous intravenous pumping of 0. 9%
sodium chloride injection, while rats of test group received continuous intravenous pumping of propofol; all of the rats were killed
after 1 week of modeling. Six — limb leads electrocardiogram was recorded before modeling and after 10 minutes of coronary artery
ligation, enzyme — linked immunosorbent assay was used to detect the serum hs-CRP level before modeling and after 1 week of
modeling, TTC staining method was used to detect and calculate the proportion of myocardial infarction area after 1 week of
modeling, TUNEL staining method was used to detect and calculate the myocardial apoptosis index after 1 week of modeling.
Results During the experiment, 5 rats of control group and 7 rats of test group were dead. Electrocardiogram of the two groups
was normal before modeling; after 10 minutes of coronary artery ligation, electrocardiogram of the two groups showed ST -
segment elevation in | —, ]I - and aVL -lead, towering T — wave or integration of T — wave and QRS — wave. No statistically
significant differences of serum hs-CRP level was found between the two groups before modeling or after 1 week of modeling (P >
0.05) ; after I week of modeling, serum hs-CRP level of the two groups was statistically significantly higher than that before
modeling, respectively (P <0.05). Proportion of myocardial infarction area of test group was statistically significantly lower
than that of control group after 1 week of modeling (P <0.05). Biotinylated dUTP — marked positive cell nucleus were reddish

brown, performed as breaking points with irregular uneven size. Myocardial apoptosis index of test group was statistically
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significantly lower than that of control group after 1 week of modeling (P <0.05). Conclusion Propofol can effectively shrink

the myocardial infarction area and reduce the myocardial apoptosis in myocardial infarction rats undergoing coronary artery

ligation.
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Figure 1

Six — limb leads electrocardiogram of the two groups before

modeling and after 10 minutes of coronary artery ligation
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