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Abstract; The mitochondrial proteins translocation and degradation coordinate to maintain the proteostasis network

of mitochondria. Their dysfunction is one of the pathogenesis mechanims of metabolic diseases. The dysfunction of

transportation and degradation prevents the nuclear-encoded mitochondrial protein from importing and cells from

clearing abnormal proteins in time, which ultimately leads to mitochondrial damage. In the diabetic cardiomyocyte,

decreased activity of electron transport chain (ETC) , increased production of reactive oxygen species ( ROS) and

decreased energy productivity caused by disorders of mitochondrial transportation and degradation are main reasons

for the development of diabetic cardiomyopathy (DCM).
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