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ABSTRACT Objective: To investigate the role of MFN1-mediated mitochondrial fusion in the regulation of cardiomyocyte apoptosis.
Methods: After knocking down of MFN1 with siRNA in H9C2 cardiomyocytes, cytochrome c release, caspase9 and caspase3 activation,
intracellular ROS and cell apoptosis were evaluated by western blotting and flow cytometry. Results: 1). MENT1 significantly promoted
the release of cytochrome cfrom the mitochondria to the cytosol, activation of caspase9 and caspase3 ROS production and apoptosis of
HI9C2 cardiomyocytes (all P<0.05). Conclusion: MFN1-mediated mitochondrial fusion protects cardiomyocyte from apoptosis, which
could be partially explained by the inhibition of ROS production and cytochrome c release.
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Fig. 2 Effects of MFNI knocking down on the location and activity of key regulators in apoptosis. (A). Release of Cyt ¢ from Mitochondrial (Mito) to

Cytoplasm (Cyto) . (B) Caspase 9/3 activity.
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Fig.3 Effects of MFN1 knocking down on the production of reactive
oxygen species in HOC2 cells
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Fig.4 Effects of MFN1 knocking down on the apoptosis of HOC2 cells
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