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ABSTRACT Objective: To investigate effect of fenofibrateon on myocardial hypertrophy induced by angiotensin II (Ang II) and
transcription factor FoxO1 expression for theoretical bases of preventing and treating myocardial hypertrophy. Methods: HIC2 cells were
divided into 3 groups: nomal control group; hypertrophy group: cells were stimulated by Ang (107 mol/L); treatment group cells were
treated with fenofibrate (10° mol/L), 30 min before adding Ang ~ (107mol/L). The method of western-blotting and real time PCR were
adopted to detect the FoxO1 expression. Brain natriuretic pepide (BNP) was the symbol of cardiac myocyte hypertrophy. Results: The
mRNA and protein level of FoxO1 decreased significantly in the hypertrophy group compared with that in the normal control and
treatment group. Conclusion: Fenofibrate inhibits cardiac myocyte hypertrophy, upregulates the expression of FoxO1.
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Table 1 Expression of protein FoxO1

Experiment grouping

Protein (FoxO1/B-actin)

Nomal control group
Hypertrophy group

Treatment group

0.67+0.07
0.35+0.084¢

0.6755+0.01

Note: AP <0.05,nomal control group compared with hypertrophy group
@P <0.05, hypertrophy group compared with treatment group.
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