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[Abstract]  With the development of omics technology, the construction of disease networks has been
widely used in the study of complex diseases. It has been widely used to construct disease networks using
systems biology technology to study complex diseases. The mechanism exploration model of disease molecular
network which uses the method of constructing disease networks, simulates the occurrence of diseases, explores
the core development mechanism of complex diseases, and then predicts biomarkers and exploits the mechanism
of drug action provided many new thoughts for the prevention and treatment of complex diseases. Nowadays, the
research on the mechanism of myocardial infarction caused by myocardial ischemia and heart failure after
myocardial infarction is still very important. However, the research of the molecular network of myocardial
infarction and heart failure diseases is usually limited to a few targets and pathways, so it is not able to

comprehensively and systematically explain the disease process. Furthermore, authors outlined the typical
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biological process of "myocardial infarction-heart failure" and related targets from the pathophysiological level,
and summarized the existing methods of constructing dynamic networks for heart diseases and other diseases.
Based on the dynamic molecular network construction methods of cardiac diseases and other diseases, this paper
discusses the construction of the dynamic molecular network of myocardial infarction and heart failure, in order

to understand the evolution of myocardial infarction and heart failure more accurately and explore the importance

of the dynamic molecular network of the disease process for the study of disease mechanism.
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Fig. 1 Relationship between pathophysiological changes and biological processes in evolution of myocardial infarction-heart failure
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