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Protective effect of Silymarin on rats with monocrotaline induced pulmonary hypertension
Yang Yong ,Lv Jinquan® Zhao Wensheng
(Department o f Pediatrics ,A f filiated Hospital of Jiangsu University ,Zhenjiang,Jiangsu 212001, China)

Abstract: Objective  To investigate the protective effects of silymarin on rats with monocrotaline induced pulmonary hyperten-
sion and explore its therapeutic mechanism. Methods 24 male SD rats were randomly divided into 3 groups,the control group(n=
8) ,the pulmonary hypertension model group(n=8) and the silmymarin treatment group(n==8). Right ventricular systolic pressure
(RVSP) were detected by right heart catheter after twenty-eight days. Right ventricular hypertrophy index(RVHI) was calculated
as the right ventricle to the left ventricular plus septum weight. With HE staining,immunohistochemical analysis of a-smooth mus-
cle actin(a-SMA) to observe pulmonary artery structural changes. The pulmonary artery smooth muscle cells apoptosis were detec-
ted by TUNEL. The expression of Fas mRNA in the pulmonary tissue was detected by RT-PCR. Results Compared with the model
group,silymarin treatment group decreased RVSP,RVHI and o-SMA ,increased apoptosis of pulmonary artery smooth muscle cells
and Fas mRNA. Conclusion Silymarin could protect rats with monocrotaline induced pulmonary hypertension.
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