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Protective effects of sulforaphane on cardiomyocyte injury induced by ischemia and hypoxia in neonate rat
Luo Zejia' ,Chen Sheng®” , He Nianhai® ,Chen Shuguang®
(1. Departments of Medical Administration ,General Hospital of Chengdu Military Command ,Chengdu,Sichuan 610083,
China;2. Department of Pediatric ,Southwest Hospital , Third Military Medical University ,Chongqging 400038 ,China;
3. Department o f Dermatology »Southwest Hospital . Third Military Medical University ,Chongqging 400038, China)
Abstract; Objective To explore the protective effects of sulforaphane on myocardial cells injury induced by ischemia-hypoxia in
neonatal rat and its possible mechanism. Methods Cultured neonatal rat cardiomyocytes were divided randomly into four groups:
control group, model group,low dose of SFN group(10 pmol/L) ;and high dose of SFN group(30 pmol/L). Cardiomyocytes model
was established in vitro. After treated with SFN for 6 hours, cardiomyocyte apoptosis was detected by AnnexinV. The contents of

LDH, MDA ,and SOD were tested by ELISA. The expression of NF-¢B protein in cardiomyocytes was determined by Western blot.

Results

significantly. The level of NF-kB expression decreased, which was more significant in high concentrations. Conclusion

After treatment by SFN, the apoptosis cells reduced, the contents of LDH and MDA decreased.and SOD content increased

SEN can

protect myocardial cells from anoxia and ischemic injury,and the mechanism may relate to anti-oxidation effects of SFN and inhibi-

tion of NF-xB.

Key words: myocytes, cardiac;ischemia/hypoxia;antioxidation; sulforaphane
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