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Research progress of mitochondrial fission and fusion related proteins
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Abstract: Mitochondria are an essential component of multicellular life and play important roles in the health of the cells and the
body. Mitochondria can produce energy by oxidative phosphorylation, mediate calcium and reactive oxygen signal transduction, and
regulate cell apoptosis. Recent studies indicate that mitochondria continually change their shapes and distribution by fission and
fusion, which are collectively termed mitochondrial dynamics. Mitochondrial dynamics play critical roles in maintaining mitochondrial
function. This review focuses on the structure and biological functions of mitochondrial fission and fusion related proteins in mammal
cells.
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Fig. 1. Dynamin-related protein 1 (DRP1) structure and mitochondrial fission. 4: Domain structure of DRP1. B: Diagram of mito-

chondrial fission. DRP1 and mitochondrial anchoring protein form a complex on the surface of mitochondrion, which forms a ring-

like assembly in the fission site of mitochondrion. The ring-like polymer contracts and splits the mitochondrion eventually.
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Fig. 3. Diagram of mitochondrial fusion. Mitochondrial fusion includes fusion of mitochondrial outer membrane (OM) and inner

membrane (IM). Fusion of the OM is carried out by MFN1/2, whereas fusion of the IM involves an interaction between OPA1 on one

side and cardiolipin on the other side.
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