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[ Abstract] Objective: To observe the effect of Fasudil on expression level of myocardial hepatocyte
growth factor (HGF) in pressure-overload rats and investigate the mechanisms involved in anti-
myocardial fibrosis effect of Fasudil. Methods: Pressure overload induced myocardial fibrosis models
were established by abdominal aortic constriction. In Sham group (2 =28) , the abdominal aorta of rat
was just separated but not ligated. After operation for 4 weeks, 28 survival rats in operation group were
randomly divided into 3 groups, which were Model group (n = 10), Fasudil-High dose group (FH
group, n=9) and Fasudil-Low dose group (FL group, n=9). Another 4 weeks after drug intervention,
the heart mass indexes (HMI) and left ventricular mass indexes (LVMI) of rats were calculated.
Pathological changes of the myocardium were observed to assess the collagen volume fraction (CVF) and
perivascular collagen volume fraction (PCVF). The expression levels of a-smooth muscle actin
(a-SMA), phosphorylated myosin phosphatase target subunit 1 (p-MYPT1), HGF and transforming
growth factor-81 (TGF-81) were analysed by immunohistochemistry. Results: The HMI, LVMI,
CVF, PCVF and mean optical density of «-SMA, p-MYPT1 and TGF-81 in FH and FL groups were
significantly decreased compared with those of Model group (P<C0. 05), whereas the mean optical
density of HGF was markedly increased (all P<C0. 05). The effects in FH group were more obvious than
those in FL group. Conclusion: Fasudil may attenuate pressure-overload rats’ myocardial fibrosis by
enhancing the expression of hepatocyte growth factor.
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