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Abstract: In recent years, researchers have found that mitsugumin 53 (MG53) is a relatively newly identified tripartite motif-contai-
ning family muscle-specific E3 ubiquitin ligase, which is expressed in both skeletal muscle and heart. The formation of a functional complex
of MG53-CaV3-PI3K can activate the RISK way, thus MG53 plays a crucial role in [PC-mediated cardioprotection and post C-mediated car-
dioprotection. The new study found MG53 as E3 ligase targets the insulin receptor substrate 1 for degradation, therefore, has influence on in-
sulin resistance and the metabolic syndrome. This paper introduces MG53’ s repair action on myocardial cells, while at the same time, can

induce insulin resistance. This combination is expected to provide a new target for the treatment of coronary heart disease and metabolic syn-

drome.
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Abstract: Junctate protein is a newly discovered Ca>* binding protein in mammalian sarcoplasmic reticulum/endoplasmic reticulum

membrane. It is associated with ryanodine receptor, which is one of the five members of the gene transcription of aspartate beta-hydroxylase
family. Junctate protein is present in a variety of cells that is involved in the intracellular Ca’* concentration regulation. In a large number of
animal experiments, over expression of junctate protein can cause more calcium channel regulation dysfunction and pathological changes in
cardiac hypertrophy, arrhythmias and myocardial fibrosis and ultimately result in heart failure. Due to the important role of junctate protein in
heart failure, junctate protein studies in heart failure are reviewed.
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