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Research progress of effects of mitochondrial dynamics on energy metabolism-related diseases

ZHOU Yi-le', SHI Yi>, FANG Hao', HU Yan'"

1. Department of Anesthesiology, Zhongshan Hospital, Fudan University, Shanghai 200032, China

2. Institute of Clinical Science, Zhongshan Hospital, Fudan University, Shanghai 200032, China

[ Abstract | Mitochondria, as the main energy supply organelles in the body, maintain balance mainly through mitochondrial

dynamics—fusion and division process and mitochondrial autophagy. The accumulation of dysfunctional mitochondria will lead to

cell apoptosis and damage of tissues and organs with high demand for energy metabolism. This review focuses on mitochondrial

dynamics and its impact on clinically common energy metabolism-related diseases.
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HE/NT 7 nm J5, GTP /K fif i £ k7 4 o J gl
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QAR RRRIEA S L M PR IR e E A 1
( dynamin related/like protein 1 , DRP1/DLP1) 2
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— R O SR AT DR 2 MR Lok
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FINIX [F)E T Bel-2 FR IS0, TEZRIAR F Wl 72
o H ARSI XA H S . Bnip3 il i e g T8
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