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Abstract: The pathological phenomenon of myocardial dysplasia occupies a central position in the cardio-
vascular system. As a hub of gene expression regulation, microRNA (miRNA) plays a decisive role in the for-
mation and progression of myocardial hypertrophy. Based on the molecular characteristics and functions of
miRNA, this article elaborates on the physiological functions of miRNA ,and focuses on the mirnas involved in
the regulation of pathological cardiac hypertrophy and their mechanisms,including the competitive endogenous
RNA mechanism, protein interaction mechanism and histone modification mechanism. By summarizing the ex-
isting research progress,the important role of miRNA in the process of cardiac hypertrophy and its regulatory
network are revealed. Although some progress has been made in the understanding of the regulatory mecha-
nism of miRNA on myocardial hypertrophy.,there are still many deficiencies. Specifically,the exact mechanism
of miRNA action in the process of cardiac hypertrophy has not been thoroughly elucidated. Future studies
should focus on exploring the mechanism of miRNA in the development of cardiac hypertrophy in order to re-
veal new therapeutic targets. The purpose of this study is to establish a theoretical basis for the prevention and
treatment of cardiac and vascular diseases,and to provide precise guidance for clinical practice. In addition, the
focus of research should also be extended to the interactions between mirnas and other regulatory factors to
fully unravel the complex regulatory network of cardiac hypertrophy. Through this comprehensive research
strategy,the molecular mechanism of myocardial hypertrophy can be more deeply understood,and then the
scientific basis for the intervention of heart diseases can be provided.
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