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[ Abstract] Objective: To investigate the effects of oxymatrine (OMT) on the proliferation and differ-
entiation of myocardial fibroblasts induced by aldosterone ( ALD) and explore the effect of OMT on the
expression of calmodulin (CaN). Methods: CFs of newborn SD mice cultured for 1 ~3 days in vitro
was obtained and CFs Proliferation Model induced by ALD was established by the method of trypsin di-
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gestion and differential adhension. CFs was authenticated by vimentin immunocytochemistry. Genera-
tion 2 and 3 CFs were divided into four groups: control group, ALD group (1 x 10" mol/L), OMT
group (1 x 10 ™7 mol/L ALD and 7.56 x 10 ~* mol/L OMT)and CaN I group [ 1 x 10" mol/L ALD and
CaN inhibitor cyclosporine A ( CsAl) ].
quantitative PCR (qRT-PCR) , and CaN protein expression was determined by Western blot. Results;

CaN mRNA level was determined by Real-time fluorescence

The result of cells isolated and cultured by identification of vimentin was positive and indicated that the
isolated cells were CFs. The expression of CaN mRNA and CaN protein in ALD group was higher than
that in control group at 24 h after induction( P <0.01). The expression of CaN mRNA and CaN pro-
tein in OMT group was lower than that in ALD group( P <0.01). Conclusion: OMT can inhibit the
proliferation of CFs induced by ALD, and its mechanism may be related to the inhibition of CaN gene
expression.
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