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Protective role of optic atrophy type 1 in apoptosis of cardiomyocytes during hypoxia ZHAI Chun-li. The Ninth Hospi-
tal of Xian, Xian 710054 , China

Abstract Objective: To explore the protective role of optic atrophy type 1 (OPA1) in apoptosis of cardiomyocytes dur-
ing hypoxia. Methods: Cell apoptosis was evaluated by flow cytometry after knocking down OPA1 with siRNA in cardiomyo-
cytes during hypoxia; Cytochrome C release and activities of caspase-3 and caspase-9 were evaluated by Western blot analysis
after knocking down OPA1 with siRNA in cardiomyocytes during hypoxia; Reactive oxygen species ( ROS) production was
determined by flow cytometry after knocking down OPA1 with siRNA in cardiomyocytes during hypoxia. Results: Knockdown
of OPA1 significantly aggravated hypoxia-induced apoptosis of cardiomyocytes; significantly increased hypoxia-induced cyto-
chrome C release from mitochondria, and activities of caspase-3 and caspase-9 ; significantly increased hypoxia-induced ROS

production. Conclusion; OPAl-regulated mitochondrial fusion may play an important protective role in cardiomyocytes from

hypoxia-induced cell apoptosis mainly through inhibition of cytochrome C release and ROS production.
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