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Effect of HO-1 on Ang II -induced myocardial fibrosis in rats
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Abstract: Objective

induced myocardial fibrosis in rats. Methods

To investigate the effect of heme oxygenase-1 (HO-1) on angiotensin [I (Angll )-

Cultured neonatal Wistar rats’ cardiac fibroblasts ( CFs) were

randomly divided into 4 groups,the normal group,the Ang [l group (added Angll ) ,the Hemin group (added
Ang [ and hemin which could induce more HO-1) and the ZnppIX group (added Ang Il and Zinc protopor-
phyrin-9 which could reduce HO-1). The proliferation of cardiac fibroblasts of each group was detected by

MTT assay. The expression of HO-1 protein in cardiac fibroblasts was detected by Western blot. Results

The

proliferation rate of cardiac fibroblasts in Ang [l group was significantly higher than that in normal group (P
<0.01). The proliferation rate of Hemin group was significantly lower than that of Ang Il group (P <0.01),
while the expression of HO-1 protein was significantly increased (P <0.01). However,there was no signifi-

cant change in cell proliferation rate in the ZnppIX group compared with the Ang Il group (P >0.01),while

the expression of HO-1 protein was significantly decreased (P <0.01). Conclusion

Ang I -induced myocardial fibrosis in rats.

HO-1 could inhibit the
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