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[ Abstract] Objective To evaluate the clinical efficacy and safety of bosentan and sildenafil in the treatment
of the severe pulmonary artery hypertension with congenital heart disease. Methods All patients with severe
pulmonary hypertension as well as congenital heart disease in our hospital from January 2009 to February 2012 were
selected as the object, and ten patients were enrolled, of which, 3 cases were male, 7 cases were female, the
average age was 43.04 £ 19.74 years old. They were all treated with bosentan and sildenafil for 6 months. The main
end points were WHO classifications of pulmonary hypertension, and the second end points were hemodynamic
indexes such as pulmonary artery pressure. Results  After treatment for 6 months, there were significant
improvements in the main end points including WHO classifications of pulmonary hypertension; there improvements
of the second end points such as pulmonary artery pressure and cardiac output; and then there were notable
improvement of physical properties for instance red blood cell and uric acid; difference of which had statistical
significance. But there were no significant changes in aminotransferase and three tricuspid regurgitation velocity of

other physical properties than those of before treatment. No severe side effects and complications were observed.
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Conclusion The results reveald the efficacy and safety of oral administration of combining bosentan and sildenafil

in the severe pulmonary artery hypertension with congenital heart disease.
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Tab. 1 Comparison of changes in WHO classification of PAH before and after treatment (n)
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”ﬁ’ é& VLR N V4
AITEN (n=10) wr3H (n=10) iwr6eH (n=10)
I % 0 0 1
I % 0 6" g™
m % 8 3" 1™
vV % 2 1 0"

ERI7RI LR, “P<0.01.
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Tab. 2 Comparison of mean changes in 6 min walking distance and Borg dyspnea index before and after

treatment (X +5)
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Tab. 3 Comparison of mean changes in hemodynamic index and peripheral oxygen saturation before and after

treatment (X+5)

o 0 PASP CO CI EF Sa0, TRV MBP LVEDD
(mmHg) (L/min) (L/min.m?) (%) (%) (m/s) (mmHg) (mm)
JRITHT 10 121+£40 4.12+0.83 1.76+041 0.39+0.06 88.6+59 52+0.68 106 £30 584 x7.1
9T 3 H 10 104+ 18" 5.87+041" 238+0.33" 045+0.02° 90.1+32" 49+0.51 108 + 29 579+ 6.5
iRIT 6 H 10 88+12" 7.01+0.74" 291+042" 053+0.07 91.7+x24" 47+0.38 107 + 31 58.2+43

5I6IFRTILES, *P<0.05.
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Tab. 4 Comparison of mean changes in blood and blood biochemistry before and after treatment (X +5s)

| RBC HGB UA WBC PLT AST ALT Cr
B 8] n INR
(x 10%/L) (g/L) (mmol/L) (x10%L) (x10%L) (mmol/L) (mmol/L) (mmol/L)
JRYTHT 10 54+09 162+28 1.06+0.22 552+48 6.8+1.7 175+61 33+8 28+8 121 +17

WIr3 A 10 5108 157+25 133+0.34" 504+35 64+18 175+58 319 27+6 123+19
VI 6 A 10 49+08  149+29° 147+027° 471+32° 6.0+19 174+64 328 27+7 12218
5¥RITHTHE, *P<0.05.
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