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Background: Pulmonary arterial hypertension (PAH), inciuding Eisenmenger syndrome, has a risk of mortality in
pregnancy of 10-40%. The aim of this study was to investigate whether pulmonary artery blood pressure (PABP) is
a prognostic factor for pregnancy outcome in patients with PAH.

Methods and Results: The subjects were 42 patients with PAH during pregnancy. Severe and mild cases were
defined by PABP before and during the first 14 weeks of pregnancy, with severe cases having mean PABP
>40mmHg by catheterization or systolic PABP >50 mmHg on echocardiography. Eighteen women chose termination
of pregnancy before 14 weeks, leaving 24 women (10 mild, 14 severe) for analysis. The women with severe PAH
delivered earlier (35.4 vs. 31.5 weeks, P<0.05) and had higher rates of small-for-gestational-age infants (0/10 vs.
7/14, P<0.01). Among the women with severe PAH, the New York Heart Association class dropped by 1 in 9 cases,
by 2 in 3 cases, and remained the same in 2 cases as pregnancy progressed, whereas among the women with mild
PAH, the class dropped by 1 in 1 case and 9 women remained in the same class. Among the severe cases, 1 woman
died and there was 1 fetal death; PABP markedly increased in later pregnancy from 54 to 74 mmHg (catheter mea-
surement) and from 78 to 93 mmHg (echocardiography) (P<0.05).

Conclusions: The level of PABP before or in the early stage of pregnancy is an important predictor of pregnancy
outcome. (CircJ 2012; 76: 2249—-2254)

Key Words: Eisenmenger syndrome; Preghancy; Pulmonary arterial hypertension

order in which pulmonary arterial obstruction leads to
elevated pulmonary arterial resistance and right ven-
tricular failure.!* Elevation of the pulmonary arterial pressure
correlates with progressive damage to the pulmonary artery.34
Before the development of surgical treatment for ventricular
septal defect, atrial septal defect and patent ductus arteriosus,
most patients died around the age 40, with right-sided cardiac
failure being the main cause of death.5” Treatment with drugs
such as epoprostenol, sildenafil, and bosentan causes vasodila-
tation of the pulmonary vasculature, which reduces pulmonary
resistance and allows survival until about 60 years of age, 3-12
and lung transplantation can also increase survival.1314
Pregnancy is strongly associated with life-threatening prob-
lems in patients with PAH. The risk of cardiac failure during

P ulmonary arterial hypertension (PAH) is a complex dis-

and after pregnancy increases and sudden cardiac arrest may
occur during cesarean section or soon after birth.!>-18 The rate
of maternal death in pregnancies complicated by PAH is vari-
ouslyreported to be 20-60%.18-21 Predictors of cardiac failure
during pregnancy are elevated pulmonary arterial blood pres-
sure (PABP),?22 elevated level of brain natriuretic peptide, 242
and increased size of the right ventricle.?¢?7 There may also be
a genetic predisposition.”?’ Elliot et al. reported that pregnancy
in women with PAH seems to be relatively safe up to a PABP
of approximately 40mmHg 3 However, Bédard et al found that
even patients with mild PAH can develop cardiac failure or die
postpartum (within 3 months after delivery) in up to 30% of
cases.’!

Most reports of PAH in pregnancy have only examined PABP
pre-pregnancy and do not mention changes in New York Heart
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