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Effect of Hesperetin on H9C2 Cardiomyocytes Hypertrophy Induced by Angll .
Renmin Hospital of Wuhan University , Hubei 430060 , China

Abstract Objective

Deng Weti, Liu Yuan, Wei Li, et al. Department of Car-

To investigate the effect of hesperetin on H9C2 cardiomyocytes hypertrophy induced by Ang Il . Methods

The embryonic rat heart — drived H9C2 cells were coincubated with different concentrations of hesperetin(0.125, 0.25, 0.5 and 1wmol/
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L)and Angll (1pumol/L) for 12h. We characterized cells by immunocyto — chemistry for cardiac o — actinin to examine increasing cell

surface area and real — time PCR was used to measure mRNA levels of hypertrophic markers BNP, and 8 — MHC to clear the effect of hes-

peretin on H9C2 cardiomyocytes hypertrophy. Results We found H9C2 cells treated with hesperetin could be protected from Angll - in-

duced hypertrophy. The inceasing mRNA levels of BNP and B - MHC in Ang Il - stimulated cells were also down — regulated by hespere-

tin treatment. Conclusion Hesperetin attenuates H9C2 cardiomyocytes hypertrophy which induced by Angll.
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