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[ Abstract] : Objective To investigate the effects of Jaggedl protein (Jal) on neonatal rat cardiomyocytes induced by simulated
ischemia reperfusion injury (SI/RI), and to explore the role of Notch signaling pathway in myocardial ischemia reperfusion injury (1/
RI). Methods The cardiomyocytes were divided into 5 groups: Control, SI/RI, SI/RI +Jal (5, 10, 20 uM). MTT method used
to determin the survival rate of cells; TUNEL used to detect the apoptotic rate of cells; The special kits were used to detect the levels
of superoxide dismutase (SOD) and malondialdehyde (MDA) in the culture medium. Results Comparing with the Control group, the
cell survival rate in the SI/RI group decreased significantly, and the apoptotic rate increased significantly, while the SOD level in the
culture medium decreased significantly, and the MDA level increased significantly. The above parameters of cells were improved signif-
icantly when treated by Jal on concentration — dependent manner. Conclusion Jaggedl protein has the protective effect on the neonatal
rat cardiomyocytes induced by SI/RI, this special mechanisms includes: anti — oxidation, anti — apoptosis, and alleviate the cell mem-
brane damage induced by lipid peroxides. Notch signaling pathway may play a vital regulatory role in the myocardial reperfusion injury.
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