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Anesthetic management 
in spontaneous esophageal 
rupture (Boerhaave’s 
syndrome)

Sir,
Spontaneous rupture of the esophagus is a rare and lethal 
condition involving complete transmural laceration of the 
esophagus. Literature reports a mortality of 100% if untreated 
and 70% after a timely surgical intervention.

A 66-year-old gentleman diagnosed with Boerhaave syndrome 
successfully underwent a bilateral thoracoscopic lavage and 
primary esophageal repair with alternate one-lung ventilation. 
He presented to us in shock with marked epigastric tenderness 
and abdominal distension, 18 h after onset of projectile vomiting 
and chest pain. On chest auscultation, bilateral crepitations were 
present. Chest X-ray [Figure 1] revealed bilateral opacities and 
blunting of costophrenic angles. Blood investigations showed 
a raised blood glucose (250 mg/dl) and serum creatinine 
(1.7 mg/dl). Computed tomography chest [Figure 2] confirmed 
esophageal rupture as there was extravasation of contrast from 
the distal esophagus into the mediastinum.

The patient was taken up for surgery within 2 h of admission. 
After rapid sequence induction with thiopentone (300 mg) and 
succinylcholine (100 mg), he was intubated with a left sided (37 
French) double lumen endobronchial tube. Pressure controlled 
single lung ventilation was commenced at incision. During 
left lung ventilation, we encountered difficulty in maintaining 
oxygen saturation and ventilated both lungs twice. Thoraco-
laparoscopy revealed food particles in the mediastinum, which 
were evacuated through lavage. Occasional bradyarrhythmias 

were observed at the time of handling of the pericardium, 
which aborted spontaneously. Fluid management was guided 
by central venous pressure and urine output.

After surgery, an epidural catheter was inserted in the 
T10-T11 interspace and patient shifted to surgical intensive 
care. The patient was kept on Pressure controlled ventilation 
with low tidal volume and physiological positive end expiratory 
pressure (PEEP) for adequate gas exchange. Extubation 
and removal of chest tubes and epidural catheter were carried 
out on 1st and 5th postoperative day respectively. He was 
discharged on the 14th postoperative day.

Patients with Boerhaave syndrome require a definitive surgical 
treatment within 24 h of presentation for a better surgical 
outcome.[1] Teh et al. retrospectively reviewed 34 patients 
of Boerhaave syndrome. Their median Intensive Care Unit 
stay was 1.5 and 6.5 days in patients with early and delayed 
management respectively.[2]

Anesthetic management entails correction of preoperative fluid 
deficits; smooth induction avoiding increases in abdominal 
pressure, which may exacerbate leakage of gastro-esophageal 
contents and minimizing aspiration risk by a rapid sequence 
induction. Barbara et al., have advocated the use of a 

Figure 2: Computed tomography chest showing extravasation of contrast from 
distal end of the esophagus into the mediastinum

Figure 1: Preoperative chest X-ray showing bilateral lung opacities, blunting of 
costophrenic angles and a left intercostal drain in situ
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defasciculating dose of the nondepolarizing agent prior to 
succinylcholine administration.[3]

Pressure controlled ventilation with lower tidal volume and 
PEEP aid in reducing pro-inflammatory systemic response, 
improvement in lung function and early extubation.[4] The 
occurrence of arrhythmias is a possibility when the surgeon 
is in close proximity to the pericardium.

Timely institution of aggressive resuscitative measures, 
minimizing aspiration and worsening of existing esophageal 
injury, as well as the intra-operative use of protective ventilatory 
strategies by the anesthesiologist can prevent adverse events in 
this otherwise life-threatening situation.
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An unusual cause for 
concealed hemorrhagic 
shock in the second trimester 
of pregnancy resulting in fetal 
demise

Sir,
A 29-year-old parturient with 25 weeks of gestation (gravida 
4, para 1, live 1, and abortion 2), booked elsewhere, 
presented with sudden onset of severe abdominal pain 
radiating to the back for 30 min. There was no history of 
draining/bleeding per vaginum (PV) or trauma. She was 
able to perceive fetal movements. She was drowsy, pale 
with feeble peripheral pulses, unrecordable blood pressure, 
the uterine size of 30 weeks with mild tenderness and fetal 
bradycardia. On pervaginal examination there was no 
bleeding, cervix was high, uneffaced and os closed. She was 
initially resuscitated with crystalloids and colloids, with that 
her hemodynamics showed improvement. Initial screening 
ultrasonography revealed fetal bradycardia and anteriorly 
placed placenta. There was no retroplacental echogenicity 
or free fluid in the abdomen and ovaries were normal. 
These findings led us to think nonhemorrhagic causes for 
circulatory shock.

Continuing the resuscitation, a detailed repeat ultrasonography, 
by radiologist revealed a heterogenous hyperechoic lesion 
measuring approximately 6 cm × 6 cm within the lower 
uterine wall, suggestive of hematoma with no demonstrable 
vascularity. Yet the degree of shock was disproportionate 
to that attributable to the hematoma alone. In spite of 
ongoing resuscitation and initial improvement in maternal 
hemodynamics, there was fetal demise.

Within an hour, her hemodynamics started deteriorating and 
considering the concealed hematoma and fetal demise she 
was taken up for emergency hysterotomy. With continued 
resuscitation hysterotomy was done under general anesthesia 
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