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ABSTRACT: Mitochondria is a highly dynamic organelle with coordinately fusion and fission, which is involved in in the regulation
of physiological and pathological functions. The balance of mitochondrial dynamics is regulated by certain related proteins, such as dy-
namin-related protein 1 (Drpl), fission 1 (Fisl), mitofusinl (Mfnl), mitofusin2 (Mfn2), optic atrophy 1 (OPA1), et al. A variety of in-
ducible factors regulate the mitochondrial morphology and physiological functions by modulating the expression and activation of mito-
chondrial fusion and fission-associated proteins. Increasing evidences show that abnormal mitochondrial dynamics is involved in many
central nervous system diseases, such as stroke, Alzheimer's disease, Parkinson's disease and so on, which indicate that unbalance of mi-
tochondrial fission and fusion is one of mechanisms of central nervous system diseases. This paper reviews the current advances of abnor-
mal mitochondrial dynamics relevant to neuronal dysfunction in central nervous system diseases, so as to provide some clues or refer-
ences for the prevention and treatment of the related diseases.
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