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Influence of perdipine on the proliferation and PYK, expression in cultured adult rat

cardiac fibroblast stimulated by angiotensin II
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Abstract: Objective To study the influence of perdipine on the proliferation and proline-rich tyrosine ki-

nase 2 (PYK,) expression in cultured adult rat cardiac fibroblast stimulated by angiotensin Il , and to explore

the mechanism of perdipine on cardiac fibrosis. Methods Adult rat cardiac fibroblasts ( CFs) were treated

with angiotensin [[ (An‘;jr II') to establish fibrosis model. The effects of perdipine on proliferation of CFs were

analysed by MTT colorimetric assay, and fibronectin was tested by immunohistochemistry method. PYK, mRNA

and protein level were examined by RT-PCR and Western blot analysis respectively. Results Perdipine inhib-

ited CFs proliferation and fibronectin synthesis stimulated by angiotensin I in a dose dependent, and the levels

of PYK, mRNA and protein were decreased significantly. Conclusion

Perdipine can inhibit cardiac fibrosis

stimulated by angiotensin [l by suppressing CFs proliferation and fibronectin synthesis. PYK, is involved in the

effect of perdipine.
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