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Abstract ;

Dyslipidemia can increase the risk of cardiovascular disease, and lowering lipids may reduce the development of atheroscle-

rosis and its complications. Statins can reduce low density lipoprotein, however, many patients with cardiovascular events still occur with ca-

ses of low density lipoprotein. Apolipoprotein C-IlI has a direct role in causing atherosclerosis,

and it can prove the release of inflammatory

factors. Also, it is an independent risk factor for cardiovascular disease. Thus apolipoprotein C-1II inhibitors provide new interventions for

the treatment of cardiovascular diseases.
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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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