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Abstract: Myocardial infarction is a high morbidity and mortality disease. Its molecular mechanisms have initially provided important

information for disease detection,diagnosis and rehabilitation, however,its mechanism is unknown at a deeper level. This study summarized
the research progress of the animal model with human myocardial infarction tissue proteomics. As well the animal model with human myocar-
dial infarction blood serum proteomics and existing problems and development direction in myocardial infarction proteomics were discussed.
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Abstract: A series of large-scale clinical trials have shown that statins can not only greatly reduce cholesterol, but also significantly

reduce cardiovascular events, such as angina pectoris, myocardial infarction and coronary heart disease death. However, some recent clini-
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