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Effects of bosentan combined with simvastatin on medium and severe pulmonary arterial hypertension
Zhuang Ke' ,Lin Ling"' ,Lin Jun® , Huang Chuntao’
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Abstract: Objective To observe the effect of the combination treatment of bosentan and simvastatin in medium-severe pulmo-
nary arterial hypertension(PAH). Methods 61 patients with PAH were allocated into three groups:a combination of bosentan and
simvastatin group,bosentan group and simvastatin group. WHO heart functional classification, right ventricular systolic pressure
(RVSP),right ventricle diameter(RVd) ,Borg dyspnea index(BDI) ,6 minute walk distance(6MWD) , Minnesota Living with Heart
Failure Questionnaire(MLHFQ) scoring and plasma NT-Pro-BNP concentration were recorded at baseline and after 12 weeks under
treatment. Results Compared to baseline, RVSP(62. 1643. 42 vs. 87.28=+5.30),RVd(2.50+£0. 33 vs. 2.83740.64),BDI(3. 1%
1.5 vs. 4,141.2),NT-Pro-BNP level(289. 1£50. 7 vs. 399.7+48.2) and MLHFQ scoring(42. 2144, 25 vs. 55.14+3, 48) (P<C
0. 05) were decreased significantly(P<Z0. 01) ,6 MWD(340. 7249. 06 vs. 291.22=+4. 14) was increased significantly in combination
group(P<C0. 01) ;combination group had the greater effect in decreasing RVSP(23. 15+6. 25 ws. 18.71+4.23),RVd(0. 32+0. 26
vs. 0.39%+0.28), MLHFQ scoring(15. 11+4. 23 vs. 11.7245.12),NT-Pro-BNP level (104. 354 32. 40 ws. 82.15+61. 02) and
increasing 6MWD(52.33+3. 15 ws. 37.8247.41) (P<C0.01)compared with bosentan group(P<C0. 05). Conclusion Bosentan

combined with simvastatin was more effective for patients with medium-severe PAH than single medicine treatment.
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