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ABSTRACT: Pathological myocardial hypertrophy is a decompensated response of myocardial cells stimulated by a variety of
factors, which can eventually develop into heart failure, and even lead to sudden death. Due to its complex pathological process, the
specific pathogenesis has not been fully elucidated. But the existing studies have shown that mitogen-activated protein kinase pathway,
Ca* mediated signaling pathway, protein kinase pathway, Janus kinase / signal transducer and activator of transcription signal pathway
and MicroRNAs signal pathway play very important roles in the regulation of myocardial hypertrophy. This paper reviews the recent
progress in the study of the role of related signaling pathways of myocardial hypertrophy.
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