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INTRODUCTION 

When the mean pulmonary artery pressure is greater than 

25 mm Hg in the setting of normal or reduced cardiac 

output and a normal pulmonary capillary wedge pressure, 

it is regarded as pulmonary artery hypertension.1 Women 

with pulmonary artery hypertension owing to any cause 

have a very high risk of mortality during pregnancy, 

estimated to be between 30 and 56%.2 Therefore, 

pregnancy is contraindicated in a patient with pulmonary 

artery hypertension.3-6 If such a patient becomes 

pregnant, she should be advised termination of 

pregnancy.7 We report an example of a rare situation 

where heart disease is diagnosed for the first time in 

pregnancy. 

CASE REPORT 

A 22-year-old primigravida presented to emergency at 34 

weeks of gestation with complaint of breathlessness for 

the past 15 days. On examination, she was tachypneic 

with respiratory rate of 40 per minute. She had 

tachycardia of 120 beats per minute with blood pressure 

of 120/70 mm Hg. She was afebrile. Cardiovascular 

examination was remarkable for a loud P2 and a 

pansystolic murmur at the left sternal border. Coarse 

crepitations were heard on both sides in the chest. Her 

oxygen saturation was 80% on room air. She also had 

central cyanosis and bilateral pedal edema. There was no 

pallor or clubbing. Her jugular venous pressure was 

raised. Abdomen examination revealed a single live fetus 

with fundal height corresponding to only 24 weeks 

gestation. She was not in labour. Her echocardiography 

showed non-restrictive ventricular septal defect with 

moderate tricuspid regurgitation and severe pulmonary 

artery hypertension (pulmonary artery pressure of 75 mm 

Hg) with ejection fraction of 57%. She was managed 

conservatively in a propped-up position with high flow 

oxygen and injection furosemide. However, her oxygen 

saturation did not improve, and she was intubated. In 

addition, she was started on nitroglycerine infusion, 

injection morphine and furosemide infusion. The patient 
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ABSTRACT 

Patients with Eisenmenger syndrome are advised against pregnancy. Sometimes patients are diagnosed with 

Eisenmenger syndrome for the first time during pregnancy. This is what has happened in our case. A primigravida 

was diagnosed with ventricular septal defect with severe pulmonary artery hypertension for the first time during 

pregnancy at 34 weeks period of gestation. Management of such patients is challenging with different studies showing 

variable results. Here we describe such a case which was managed conservatively and was allowed to go into labour 

spontaneously with vacuum extraction during second stage which subsequently led to a favourable maternal outcome. 
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improved, and her chest became clear. She went into 

spontaneous labour after 4 days. Delivery was conducted 

in ICU with complete pain relief and sedation while the 

patient was on mechanical ventilation. The delivery was 

managed with vacuum extraction to minimize the stress 

of pushing. She delivered a 650-gram fresh stillborn. 40 

mg furosemide was given just after delivery. Two days 

after delivery, she was extubated. She was maintaining 

oxygen saturation on room air. She was shifted to ward 

on day 3 and discharged in a stable condition on day 10 

postpartum. 

DISCUSSION 

Ventricular septal defects are one of the most commonly 

encountered congenital heart defects. Studies done on 

newborn infants, including some with no murmurs, found 

incidence of this heart defect to be from 2% to 5%.8,9 

About 85% to 90% of these defects close spontaneously 

by one year of age.8,10-13  

In the initial stages, the shunt through the defect is from 

left ventricle to right. So, there is no cyanosis in the early 

stage. Eventually, uncorrected VSD leads to progressive 

increase in pulmonary vascular resistance, thereby 

leading to reversal of the shunt from right-to-left 

(Eisenmenger syndrome). This leads to mixing of 

oxygenated and deoxygenated blood in left ventricle, 

giving rise to clinical cyanosis. 

Pregnancy leads to an increase in the plasma volume and 

decrease in systemic and pulmonary vascular resistance. 

This results in an increase in the cardiac output. 

However, these changes can take place only in healthy 

pregnant women. Due to the vascular changes occurring 

in pulmonary artery hypertension, there is failure of the 

physiological fall in pulmonary vascular resistance. This 

leads to an elevation of pressure in the right side of the 

heart, thereby leading to right heart failure, as happened 

in our patient. The interventricular septum shifts towards 

the left, thus preventing adequate diastolic filling of the 

left ventricle and decreasing the cardiac output. There is 

an increase in right-to-left shunting which aggravates 

pulmonary vasoconstriction and right heart failure.14, 15 

Among parturients with pulmonary artery hypertension, 

majority of deaths occur in peri-partum period.2 This is 

due to the haemodynamic changes which occur in 

pregnancy and are further exaggerated by the acute 

changes during labour and delivery. The haemodynamic 

stress of labour causes hypercarbia and acidosis which 

leads to acute rise in pulmonary pressures leading to right 

heart failure.16-19 

Due to the uterine contractions and loss of blood during 

delivery, there is huge shift in blood volume. Also, 

vasovagal reaction to pain, acidosis and hypercarbia 

associated with vaginal delivery further aggravate the 

pulmonary artery hypertension.20 

A similar case of successful outcome after vaginal 

delivery in a patient of Eisenmenger syndrome has been 

reported.21 In another study, caesarean section was done 

in 7 patients of Eisenmenger syndrome for deteriorating 

maternal or fetal condition and it observed that all 

patients were stable in the postpartum period except one 

patient who died 30 days after delivery.22 

It remains a matter of debate as to which mode of 

delivery is safer for patients with pulmonary artery 

hypertension and/or congenital heart disease.23 Vaginal 

delivery is associated with less blood loss, fewer bleeding 

complications, and decreased risk of infection.17,24 

However, the problem with vaginal delivery is that it is 

associated with volume changes during contractions. This 

poses a problem in women with pulmonary hypertension 

as they have limited capability to increase their cardiac 

output.  

Also, pushing has adverse hemodynamic effects. 

Therefore, some studies consider planned caesarean 

delivery to be a better choice.4 Caesarean section is 

necessary in case of maternal haemodynamic 

deterioration which requires urgent delivery. Volatile 

agents used for general anesthesia can cause cardio-

depression. Also, positive pressure ventilation leads to 

increased pulmonary vascular resistance. A combined 

epidural and low-dose spinal anesthesia is good option as 

it avoids vasodilation.20 However, in the present case, 

patient was allowed spontaneous onset of labour and she 

delivered vaginally. Second stage of labour was assisted 

by vacuum extraction to minimize the stress of pushing. 

Furosemide was given just after delivery to prevent 

cardiac overload. After delivery, she improved 

remarkably. 

CONCLUSION 

Pregnancy is contraindicated in a patient with pulmonary 

artery hypertension. If such a patient becomes pregnant, 

she should be advised termination of pregnancy. 
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