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Effect of fraxetin on cardiomyocyte hypertrophy induced by phenylephrine
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Abstract; Objective

Methods

To investigate the effect of fraxetin on primary cardiomyocyte hypertrophy induced by phenylephrine.
Primary SD cardiomyocyte hypertrophy was induced by phenylephrine,and we observed the effects of fraxetin on cardio-
myocyte hypertrophy induced by phenylephrine. Image-ProPlus 5 measured the area of cardiomyocyte;[? H ]-leucine incorporation
assay detected the protein synthesis rate of cardiomyocyte; Real-time PCR measured the Nrf2 and molecular markers (ANP,BNP)
mRNA expression levels of cardiomyyocyte hypertrophy. Results (1) Primary neonate SD Cardiomyocyte hypertrophy model was
successfully established by 80 pmol/L phenylephrine for 48 h,and Nrf2 expression levels significantly increased in cardiomyocyte
hypertrophy model; (2) The increase of cardiomyocyte area, protein synthesis rate and molecular markers expression of cardiomyyo-
cyte hypertrophy were significantly inhibited by fraxetin in a dose-dependent manner. Conclusion Fraxetin could significantly inhib-
it the cardiomyyocyte hypertrophy induced by PE.
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