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A clinical study of bosentan and sildenafil in treatment of children with pulmonary artery

hypertension and congenital Heart1 disease
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[Abstract] Objective:To investigate the clinical efficacy and safety of sidenafil and bosentan in the therapy of children with pul-
monary artery hypertension(PAH) and congenital heart disease(CHD). Methods: Fifty cases of PAH combined with CHD were selected
and randomly divided into the A group and B group. A group was given sildenafil therapy,and on this basis the B group was added
with bosentan tablets. The two groups were followed up periodically to analyze the clinical outcome,adverse reaction and complica-
tion.Results: There were 17 cases males and 13 cases females in the A group,and 8 cases males and 12 cases females in the B.(D
World Health Organization functional class was improved significantly in both after therapy,and the B group was superior to the A ;@
The PAH after treatment in both groups was improved , moreover the effect in the B group; 3 There was no significant changes in the
assay , Guardianship residence time and the duration of ventilatory support. No severe side effect and complication were observed.
Conclusion : The results revealed the efficacy of bosentan in children with PAH and CHD,and bosentan is safety and validity.
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Table 1 Description of hemodynamic and World Health Organization function in two groups

LIRS (%
41531 I i) Brog 841  PO,(mmHg) HR(¥X/min) MBP(mmHg) I 1 - [n(]];” v
A4l AIFET 3.0+11 7210 137414 79.0+8.5 0(0.0) 14(46.7)  16(53.3) 0(0)
WWITE  1.820.47 83+5" 125+13"  73.0+8.6™ 11(36.7) 19(63.3) 0(0.0) 0(0)”
B4  RIFET 2.9+09 7549 12419  78.0+£11.9 1(5.0) 7(35.0) 12(60.0) 0(0)
WIYE 1.5£0.5™ 854" 119177 74.0+13.2" 16(80.0)" 4(20.0) 0(0.0) 0(0)”

EIRIFRTAIEE " P<0.05, “P<0.01;5 A #HiR97 )5 L, "P<0.05



537 BT
2017 47 H

FLREZE Bl RGEE  JE 0k, 25 0 I N 5 A Dk 2B SRR YT LT S0 O 4 I Sl ik R A I A A5 ()
B R R A2 (A SRR R ) ,2017,37(7) - 861-864

-863-

&Pk HAR(LVEDD) A fL A B &, T4t it 24 2 X
(P>0.05,% 2), H. B 4H i 8l ik v R 2545 31 B I ol
T A 41(P<0.05,3% 2),

F2 WAHBIILLEEE03.6 AT
Table 2 Changes of cardiac ultrasound test within 0,3,6

month in two groups
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Table 3 Changes of clinical indexes in two groups

o N WBC RBC HGB PLT ALT AST Cr BUN
A ) 0 A INR
(X10° A~/L)  (x10™4M/L) (g/L) (x10” 4~/L) (mmol/L)  (mmol/L)  (mmol/L)  (mmol/L)
A4l RITHT 9.3£2.2 4.3+0.5 119+11 27196  1.05+0.10 22.5+9.0 47.8+16.0 28.4+7.0 3.9x1.5
WITE 9.0£2.1 4.5+04 125+9 232+69  1.04+£0.06 22.7+7.5 51.3£33.7 30.3+11.0 4.4=+1.7
B4l GITHT 9.0£3.1 4.9+1.9 127+18 208+97  1.09+0.29  23.9+11 40.9+13.3 33.4+14.0 4.5%1.5
WITE 9.1£2.9 4.5+0.7 125+15 238+95  1.04+0.34  23.2+7.3 44.7+25.7 35.1x140 5.0+1.8
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