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Abstract Objective To investigate the effect of resveratrol( Res) on neonatal rat cardiomyocyte lesion induced by hypoxia. Meth-
ods The cardiomyocytes of neonatal rats were cultured in vitro and the model of cardiomyocytes hypoxia was established. The cardiomyo-
cyte vitalities were determined by MTT assay. The cardiomyocyte apoptosis was detected by Hoechst33258 fluorescent staining. The levels
of total antioxidant capacity(T — AOC) and glutathione peroxidase( GSH — Px) were measured as well. Results After the administration
of hypoxia for 8, 12, 16 and 24 hours, the cardiomyocyte inhibitory was(22.13 +3.22)% , (29.75 +0.34)% , (37.43 £6.42)% and
(45.47 £7.32) % , respectively. After the administration of hypoxia for 24 hours, the typical morphologic changes of apoptosis in cardio-
myocytes were showed. The intracellular GSH - Px activity decreased from(46.96 £8.36)U/ml to(27.13 £4.76)U/ml (P <0.01). The
level of T — AOC was attenuated from (2.68 +0.31)U/ml to(1.28 +0.27) U/ml(P <0.05. Res(25,50,75umol/L) could dose — de-
pendently inhibited the raising of cardiomyocyte inhibitory induced by hypoxia for 8, 12, 16 and 24 hours( P <0.05,P <0.01 or P <
0.001). The morphologic changes of apoptosis in cardiomyocytes was improved. The effects of 50pumol/L and 75umol/L Res were more
obvious. The levels of GSH — Px and T — AOC of cardiomyocytes increased dose — dependently (P <0.05 or P <0.01). Conclusion Res

could improve the apoptosis of neonatal rat cardiomyocyte induced by hypoxia.
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