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[Abstract] Objective

reoxygenation and its mechanism. Methods

To investigate the protective effects of trigonelline in neonatal rat cardiomyocytes during hypoxia/
The neonatal rat cardiomyocytes was randomly divided into the normal control group,
the hypoxia/reoxygenation group and the trigonelline group. Flow cytometry was used to determine the apoptosis and mitochondrial
membrane potential. The levels of SOD and MDA were measured in different groups. Western blot method was used to measure the
procaspase-9 , cleaved caspase-9, procaspase-3 and cleaved caspase-3 protein level. Results Trigonelline could inhibit apoptosis (P<C
0. 05) ,enhanced activity of SOD (P<C0. 05) ,reduce production of MDA (P<C0. 05) ,stabilize the mitochondrial membrane potential
(P<C0.05) and activate caspase-9 and caspase-3 in neonatal rat cardiomyocytes during hypoxia/reoxygenation. Conclusion Trigo-

nelline could protect myocardial cells from injury caused by hypoxia and reoxygenation,and the mechanism may be associated with

anti-lipid peroxidation and stabilizing mitochondria membrane potential.
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