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Abstract: Prohibitin (PHB) is a highly conserved protein and ubiquitously distributed in different cellular
compartments of various organisms. Various roles have been proposed for prohibitin involving multibiological
processes such as cell cycle regulation, cell proliferation, cell agingand cell apoptosis, etc. Due to its highly
conserved structure in evolution and diverse functions, PHB has gradually caused widespread concern. This
article systematically discussed the important functions of PHB in organisms based on the latest researches

worldwide about the its structure and functions, and furthermore, its applied prospect inthe future was outlooked.
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