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[ Abstract]  Objective
cardiomyocytes ,and to explore the relationship with MAPK pathways . Methods

To observe the effect of DR2 activation on cell apoptosis in the neonatal rat
The ischemia/reperfusion (1I/R)
injury model was established in primarily cultured neonatal rat cardiomyocytes by anoxia -reoxygenation ,and randomly
assigned ; Control ,I/R , Bro and Hal groups. The cell apoptosis was detected using Hoechst 33342 dye. The expression
of protein of caspase-3, caspase-9 and Bel-2 was detected by immunofluorescence . The activity of MAPK-related
factors as p-ERK, p-p38 and p-JNK was detected by Western blot. Results  Compared with the control group ,
apoptosis rate ,the activity of p-p38 and p-JNK and expression of pro-apoptotic factors and anti-apoptotic factors were
increased , but p-ERK activity was decreased . Compared with the I/R group, all index above-mentioned were down -
regulated or reversed in Bro-group,and had no obvious differences in Hal group . Conclusion DR2 activation inhibit
apoptosis of the neonatal rat cardiomyocytes apoptosis ,which mechanism is related to MAPK pathways .
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