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Activators of peroxisome proliferator-activated receptors inhibit cultured Ang [[ -in-

duced hypertrophic cardiomyocyte from neonatal rats

YANG Yung—yao' , LI Lung—guil , WU Qiangz s HU Qi113 ,GENG Zhao-hua'( 'Department of Cardiology, Xingiao Hospital , Third
Military Medical University, Chongqing 400037 ; *Department of Cardiology, People’ s Hospital of Guizhou Province, Quiyang 550002 ;
'Department of Cardiology, Affiliated Hospital to Quiyang Medical College, Quivang 550001, China)

Abstract; Objective To investigate the inhibitory effects of the ligands of peroxisome proliferator-activa-
ted receptors ( PPARs) , fenofibrate ( PPARa activator) and pioglitazone ( PPAR+y activator) on the angiotensin
II (Ang I )-induced cardiac hypertrophy in vitro. Methods A model of hypertrophy of neonatal rat cardiac
myocytes was established with Angll stimulation. With the aid of Leca Qwin Image software, the surface area of
cardiac myocytes was analyzed. The mRNA expression of a-MHC, 3-MHC was measured by reverse transcrip-
tion-polymerase chain reaction (RT-PCR) and the cultured myocyte viability was estimated by MTT assay. Re-
sults Fenofibrate or pioglitazone pretreatment 24 h prior to Ang [[ stimulation, significantly reduced the cardi-
ac hypertrophy (P <0.01 -0.05), increased the expression of a/p-MHC mRNA, and inhibited the effect of
Ang II on the cardiac myocyte viability in a dose-dependent manner. There were no significant differences in the
above mentioned indices between fenofibrate and pioglitazone group. Conclusion  Activating PPARs-depend-
ent pathway prevents the cardiac hypertrophy, and there is no obvious additive effect when the 2 drugs are used
in combination.
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