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Effect of pravastatin on the proliferation of the gene expression of cardiac fibroblast and its mechanism
Zheng Shuzhan sFeng Jian ,Yu qin,Li Jia fu”

(Department o f Cardiovascular ,A f filiated Hospital of Luzhou Medical College , Luzhou,Sichuan,646000,China)
Abstract; Objective To investigate the role of pravastain(Prav) in the proliferation of Wistar rat cardiac fibroblast(CF) and its
mechanism. Methods Neonatal Wistar rat cardiac fibroblasts(CF) were isolated and cultured in vitro. The influence of pravastatin
on CF proliferation was determined by MTT assay. The mRNA levels of P | CP and PCIll were detected by RT-PCR. 8 groups in-
cluding(1) group A:the control, (2) group B: Ang I (10 *mol/L), (3) group C:Prav(10 “mol/L)+ Angll , (4)group D:Prav
(10" mol/L)+ Angll ,(5) group E:Prav(10~"mol/L)+ Angll ,(6) group F:Prav(10~'mol/L)+ Angll + MVA(10~*mol/L),
(7) group G:Prav(10 *mol/L)+ Angll + GGPP(10 "mol/L),(8) group H:Prav(10 *mol/L) + Angll + FPP(10 °mol/L).
Results Prav could inhibit the CF growth after treated by Ang [l in a concentration-dependent manner (P<C0. 01). Group F,G
could markedly inhibit the action of Prav attenuating the cell proliferation compared to group E(P<C0. 01), but group H couldn't
(P>0.05). Conclusion Prav exerted its effect possibly by inhibiting the MV A pathway to decrease fibroblast proliferation and
gene expression, which could slow down fibrillation of cardiac muscle.
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