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Oxymatrine Protects Cadiocytes of Neonatal Rat Against H, O, — induced Oxidative Stress Injury. Wang Xuefen, Chen Shujie, Wang Lei.
Department of Medicine, Handan Second Hospital, Hebei 056001, China

Abstract Objective To investigate the protective effects of Oxymatrine (OMT) on cardiomyocytes of neonatal rat against H,0, —
induced oxidative stress injury. Methods Cadiocytes of neonate rat were cultivated for 72 hours and divided into six groups: normal con-
trol group, H,0,(200umol/L) group, OMT(20, 40, 60umol/L) + H,0,(200pumol/L) groups(n =10). Twelve hours after the drugs
were given, the survival rate was detected by MTT, the content of ROS in cardiomyocytes were determinted by oxygen — sensitive fluores-
cent probe, the activity of SOD, GSH - Px, CAT and the content of MDA were determinted, the content of AST, CPK, LDH in culture
medium were detected, the cardiomyocytes apoptosis was observed by flow cytometry and the apoptosis rate was calculated, the expression
of caspase —3, NI — kB proten were determined by Western blot and Semi — quantitative analysized. Results Compared with H,0,
(200pmol/L) group, the survival rate of OMT (40, 60umol/L) + H,0, (200umol/L) groups were significantly increased, the content of
ROS in cardiomyocytes were significantly decreased, the activity of SOD, GSH - Px, CAT were significantly increased and the content of
MDA was significantly decreased, the content of AST, CPK, LDH in culture medium were significantly decreased, the apoptosis rate were
significantly decreased, the expression of caspase —3, NF — kB protein was significantly decreased, and all of the difference above was
significant( P <0.05, P <0.01). Conclusion OMT protectes neonatal rat cardiomyocytes from H, O, — induced oxidative stress injury
probably through improving the activity of antioxidase to increase the oxygen radical scavenging, regulating the expression of apoptosis — re-
lated protein to inhibite apoptosis.
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