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Regulatory Role of Orphan Nuclear Receptor Nur77 in Cardiomyocytes
Autophagy during Hypoxia/Reoxygenation Injury*
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ABSTRACT Objective: To study regulation of orphan nuclear receptor Nur77 on cardiomyocytes autophagy during
hypoxia/reoxygenation injury. Methods: Primary neonatal rat cardiomyocytes were obtained by differential adherence method, and were
identified purity by immunofluorescence staining. Cardiomyocytes hypoxia/reoxygenation injury was established by culturing in hypoxic
condition (1% O,, 5% CO, and 94% N,) for 12 h, followed by reoxygenation for 2 h. Expression of nur77 was determined by real-time
PCR. Cardiomyocytes Nur77 expression was inhibited by siRNA transfection. Autophagy level was determined according to the
expression of autophagy marker. Results: The purity of separated cardiomyocytes reached by more than 95 %. The expression of Nur77
was significantly increased in cardiomyocytes after hypoxia (12 h) and hypoxia/reoxygenation (12 h/2 h) treatment (P<0.01). Compared
with hypoxia group, Nur77 was detected significantly increase in cytoplasm from hypoxia/reoxygenation treated cardiomyocytes, but no
By Nur77 inhibition,

cardiomyocytes, but no significantly change was found in hypoxia treated cardiomyocytes. Conclusion: Nur77 was involved in regulation

changes in nucleus. the autophagy level was significantly decreased in hypoxia/reoxygenation treated
of cardiomyocytes autophagy during hypoxia/reoxygenation injury.
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Fig.1 Identification of cultured neonatal rat cardiomyocytes by immunofluorescence with a-actinin
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Fig.3 Role of Nur77 inhibition on cardiomyocytes autophagy induced by hypoxia /reoxygenation
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