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Verbascoside attenuates hypoxia-reoxygenation injury in
cardiomyocytes by modulating PPAR«
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Abstract

Objective: To evaluate the protective effect of verbascoside (VB) in hypoxia-reoxygenation (HR)
injury of cardiomyocytes. Methods: H9¢c2 cells, hypoxia for 4 hours and reoxygenation for 12 hours,
were randomly divided into control group (Con group), HR group, HR+VB group, and HR+VB+
GW6471 (a PPAR« inhibitor) group (HR+VB-+GW group). In the HR+ VB group, 50 pgeml.”"' VB
was added 12 hours before hypoxia; in the HR+VB-+GW group, 1 pmol-l.”' GW6471 was added 24
hours before hypoxia, and 50 pg'mL."' VB was added 12 hours before hypoxia. CCK-8 was used to de-
tect cell viability, ELISA was used to detect lactate dehydrogenase (LDH) activity in cellular super-
natant, and the kits were used to detect malondialdehyde (MDA) and superoxide dismutase (SOD)
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content. Protein expression of Bax, Bcl-2, Cleaved-Caspase3, p-NF-«B, and PPARa were detected
by Western Blot, and p-NF-kB molecular expression was detected by immunofluorescence. Results:
Compared with those in the Con group, cell viability, SOD content, and PPARa and Bel-2 proteins
expression levels were decreased in the HR group, while LDH and MDA content, and cellular Bax
and Cleaved Caspase-3 protein expression levels were increased, apoptosis was increased, and
p~NF-kB protein expression level was increased (P<C0. 05); compared with the HR group, cell viabili-
ty, SOD content and PPARa and Bcl-2 protein expression were elevated those in the HR+VB
group, LDH and MDA content, and cellular Bax and Cleaved Caspase-3 protein expression levels
were decreased, apoptosis was decreased, and p-NF-kB protein expression level was decreased (P<<
0. 05); compared with those in the HR+VB group, cell viability, SOD content, PPARa and Bel-2
protein expression were decreased in the HR+VB+GW group, LDH, MDA and cellular Bax and
Cleaved Caspase-3 protein expression levels increased, apoptosis was increased, and p-NF-kB protein

expression level increased (P<C0. 05). Conclusion: Verbascoside can attenuate hypoxia-reoxygenation

47 %

injury in cardiomyocytes by upregulating PPARa expression.
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