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Correlation between mitochondrial dynamics and

cardiovascular diseases
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Mitochondria maintains mitochondrial homeostasis through continuous division and fusion, that is,
mitochondrial dynamics, changes in mitochondrial dynamics are related to the pathogenesis of diseases such
as ischemia-reperfusion injury (IRI), heart failure, and diabetic cardiomyopathy. Mitochondrial dynamics is
accurately regulated by mitochondrial division and fusion proteins, including dynamin-related protein 1 (DRP1),
mitochondrial fusion protein 1/2 (mitofusin-1/2, mfn1/2) and optic atrophy 1 (OPA1). These proteins are closely
regulated by a number of signaling pathways, including transcription, post-translational modification (PTMs), and
protein-dependent degradation.
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(ischemia reperfusion injury, IRI). /> 7% (heart
failure, HF) DL SHE BRI O LR 55
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FSE R A5 1 2 1 R B MMM [, BIMfn1 fIMfn2,
L FRBLANE L, LLGTPARMK I 1) I 2K it 26 1)
P A GRS AR B R0, TR T = Fh AN 6] 1Y
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LORL R A WEAE G o 2) T8 SOk AR P BBl 5 19 2R
R PR 25 25 4 5E 2K 1 1 (optic atrophy 1, OPA1),
B BE PR UE LR R AR N IS5 RS E , B 2 54
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2 LR =0 AL IR FE1EA
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BT MT, Pim- 1A TG fLAE H A HI Drp 1B 1k 4hE
2L, W XFIRING, Ca’ 8t ff 35 B4 X 1 2
Drpl, MIROSEZEH XA EMnFIOPAL, R
Mfn 1 FIMfn2 28R ARG G BT b5 10, [HEE
IRI H AR MPER, X o] 82 T M2 4
SEON L) o FEIRLES R P Mfn2ffiROS L, 2
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HUT L SRk R A S 8 g A TR LRk AR 31 R
SRACHAY, Mfn2-Parkin A H 4E 7 H A4 5 A A
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P05 (R SR A ke S B, B M RRE T R (R R il
Ho BRMfn24k, DrpiXf TERK F A5 S 2
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PRI Ak, e SORL AR IS 4 %) 20 I fig £ 75 oK (A8 105
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PRSI 55 7 2 A PR 5 S8 3 10 U 35 4G v U 5 5
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