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[ Abstract] Objective  To observe the clinical efficacy of bosentan in treatment of severe pulmonary
hypertension related to congenital heart disease ( CHD-PAH) . Methods 5 patients with severe CHD-PAH
patients received bosentan therapy, then pulmonary artery pressure, pulmonary vascular resistance (PVR) ,
6min walk test, right ventricular end-systolic diameter (RVSD) changes were observed and statistically analyzed
after six months medication. Results  Pulmonary arterial systolic pressure (sPAP) was significanfly decreased from
(96 £ 11) mmHgto (86 +10) mmHg, P<0.01. pulmonary arterial diastolic pressure (dPAP) was significanfly
decreased from (56 +10) mmHgto (46 +9) mmHg (P<0.01), pulmonary arterial mean pressure (mPAP)
was significanfly decreased from (73 +11) mmHg to (59 +£10) mmHg (P <0.05) , pulmonary vascular
resistance was significanfly decreased from (17.8 £1.9) Wood to (13.1 +1.7) Wood (P<0.01) . 6min walk test
was improved from (136 £40) mto (198 +55) m, P<0.01. right ventricular end-systolic diameter significanfly
decreased from (40 £5) mm to (36 +6) mm after 6 months therapy (P <0.05) . Conclusion Bosentan can
decrease pulmonary arterial systolic pressure, improve exercise tolerance, improve right ventricular function in
patients with severe CHD-PAH.

[Key words] Bosentan; Vongenital heart disease; Pulmonary arterid hypertension

(BETHE] miH AARERERIIHE (2011FB237)
[(fEEEN] B8—5 (1972~), &, mEEREWA, EEH L, BIEEEM, FZNEE.O S ARG IR LIE.
[BIEE] 6H%. E-mail:gxfdkm163.com; KMFME. E-mail:zwdfc168@sohu.com



mailto:E-mail:zwdfc168@sohu.com

16 EIN RN =

%535 %

Jiti 2l Bk % & (pulmonary arterial hypehension,
PAH) J2—F/D LAY TG A R 895, LA 3l Bk
JE M3 R, FESE RO, PAH
SR WA IFAE . S50 %A IF PAH (pulmonary
arterial hypertension related to congenital heart disease,
CHD-PAH)  DAJii I BH 7 AT PR T v A O D fE
AT PERENE y FEARHIE, 2B OB E TR
HEHENZ—. AR AT T 25 B D R e 2h
IBYTE T CHD-PAH 49k T2, #EIm 25 G771
RICRBFA b, UEEREEWRE, JFHA R
R E A, RHRTE IR —. F B
Wee i 11 4B 24 W0 A R — R AR . N BZ R 2
RAEPUR TSI AR AERY). B (Bosentan)
JE— AR REE A N B R AR BTN, ATTEULEE
PR AT o O A I TSl K e s B e R
£/

1 #ARERZE

1.1 —fEEN

ABE 5 6] /3 4 T CHD - PAH B 3
(PASP >70 mmHg) , 4% 15~43 %, Hd 2 filh
FRIFEE, 2 Bl ARE, 1 B b El
. B S s Y RN bR . FIR
L SR OSSP G inTY. BB IR A

SHAIEIE, AT LARI 360 IR . HrisgsnFnss
T
1.2 FHik
1.2.1 KAEBERAAZE  62.5 mgpobid ik 1 ]
JE A 125 mg.po.bid.
1.2.2 MEARFRERE RAH, WKy 6 AFT0
SR (sPAP, mPAP, dPAP, PVR), 6 min
AATIRE . B O sERA (RVESD) . FFEHRER:
#
1.3 SitaE

K SPSS B b fraeit=# o #, HEBTRA
(x+s) FR, WRITHIG LLBCRECXT #6555, P<
0.05 NZEFAGIHE R L.

2 R

Mk 2505 KMk 25 6 A G Rlishk . 6 min 217K
5. AR RN RS 2 S Gt 2EE L
(P<0.01), W3R 1. BIFHZRFREEL: 3 4
B, AIRHARF, 3 FEE R FHEER, 2
BN AT ISR 254, FEd AR, 56 1
ASA 3 A A S TIRE, 1 BAT RS 3 A
AT CRIAFIER LR 2 65 HAEE IR
PRAEAR, AT s sE, 1| AR,

®1 FHEHBKE. FIERS. 6min HITRK. AERHERPRETLERL xxs)

Tab. 1 The changes of pulmonary artery pressure, pulmonary vascular resistance,6min walk test, right ventricular

end-systolic diameter (X +s)

4 #l  n  sPAP (mmHg) dPAP (mmHg) mPAP (mmHg) PVR (Wood) 6 minE47#HES (m)  RVSD (mm)
VAT S 96+ 11 56 + 10 73+ 11 17.8+1.9 136 + 40 40+5
WwWIrE S 86+ 10™ 46 +9” 59+ 10° 13.1+1.77 198 + 55™ 36+6
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