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Effects and mechanisms of globular adiponectin on intermittent hypoxia induced H9C2
cell injury
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Nanjing 210009; *Department of Pulmonary and Critical Care Medicine, *Department of Emergency, the First
Affiliated Hospital of Nanjing Medical University , Nanjing 210029, China

[Abstract] Objective: This study aims to evaluate the effect of Parkin mediated mitophagy on globular adiponectin (gAPN)
ameliorated HI9C2 cardiomyocytes injury induced by intermittent hypoxia (IH) and the potential mechanisms. Methods : The cell TH
model was established. HOC2 cell apoptosis was detected by flow cytometry. The mitophagy was detected by fluorescence colocalization
of LC3 and mitochondrial red marker. The protein expression levels of Bax, Bel-2 and Parkin were detected by Western blot. The
mitochondrial membrane potential (MMP) was detected by JC - 1 kit. Results: After TH exposure, the apoptosis of H9C2
cardiomyocytes, protein expression levels of Bax and Parkin, mitophagy were increased, MMP and Bel-2 protein expression were
decreased. After gAPN treatment, the apoptosis of HIC2 cardiomyocytes, Bax protein expression level were decreased, the MMP,
protein expression levels of Bel -2 and Parkin, and mitophagy were increased. Inhibiting Parkin gene expression decreased the
mitophagy, and increased the mitochondrial injury and H9C2 cell apoptosis. Conclusion: gAPN ameliorated the IH induced H9C2
cardiomyocytes injury through upregulating Parkin mediated mitophagy.
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Figure 1 H9C2 cell apoptosis in each group
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Figure 2 Mitochondrial injury of H9C2 cells in each group
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Figure 3 Mitophagy and Parkin protein expression of H9C2 cells in each group
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Figure 4 Mitophagy and Parkin protein expression of H9C2 cells in each group after inhibiting Parkin gene expression
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Figure S H9C2 cell apoptosis in each group after inhibiting Parkin gene expression
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Figure 6 Mitochondrial injury of H9C2 cells in each group after inhibiting Parkin gene expression
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