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Abstract : Mitochondria function changes directly lead to a variety of diseases in the human body. There are many factors that affect
Mitochondria function. Among them, the Mitochondria Phosphoric acid carrier vector (PiC) is the membrane protein of the
Mitochondria intima. It plays a vital role in the opening of the Mitochondria permeability transition pore (MPTP). So through constant
research and discovery, PiC gene expression is related to the occurrence and development of various diseases. This paper summarizes

the research progress of PiC gene and human disease mechanism.
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