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Massive haemoptysis and 
endotracheal tube blockade 
during subclavian vein 
cannulation 

Sir,

An 80-year-old female with coronary artery disease and 
severe mitral regurgitation was on ventilatory support. 
She was on tablet Clopidogrel 75 mg and Ecosprin 
150 mg daily. Her platelet count was 2.5 lakhs/mm3, 
prothrombin time 13.2 seconds and international 
normalised ratio of 1.1. Central line insertion in right 
subclavian vein (SCV) was planned for intravenous 
medication and fluid therapy. Three attempts were 
made with an 18G needle to puncture the SCV. During 
puncture the patient coughed and massive haemoptysis 
occurred through endotracheal tube (ETT). Suction 
was applied to prevent asphyxiation. The patient 
desaturated, became bradycardic and hypotensive. 
FiO2 was increased to 1.0 and about 250 ml of colloids 
was infused through previously placed peripheral line. 
Blood pressure improved only after norepinephrine 
infusion. Intravenous tranexamic acid was given 
followed by tranexamic acid and epinephrine through 
ETT to control haemoptysis. About 300 ml of blood was 
suctioned out. Then central line was inserted through 
right femoral vein. After 1 hour of the event, ventilator 
showed high airway pressure and low expiratory tidal 
volume alarms. On manual ventilation, partial airway 
obstruction was appreciated and a 14FG suction 
catheter could not be passed through the ETT. After 
removal of ETT, a clot was found at the tip partially 
blocking it. Trachea was intubated with new 7.5 mm 
ETT and mechanical ventilation continued. Clinically 
chest was clear bilaterally on auscultation except 
diminished breath sound over right upper lobe area. 
On chest X-Ray there was opacity in right upper lobe 
and no evidence of pneumothorax or widening of 
mediastinum.

The SCV is preferred for central line insertion 
because of greater longevity without infection, 
line security in situ, avoidance of phlebitis, larger 
lumens. The risk factors of complications are 
operator inexperience, multiple attempts, body mass 
index >30 or <20, previous catheterisation and with 
difficult anatomy.[1] The haemoptysis is mild and self 
limited in lung parenchymal injury, but can be critical 

in coagulopathy or chronic lung disease.[2] Massive 
haemoptysis is called as when blood loss is 100-600 ml 
per day,[3] but amount of blood loss during haemoptysis 
is not easy to measure because significant amount of 
blood may remain in lung. In this case, the cause of 
haemoptysis may be injury to lung parenchyma by 
puncture needle. The opacity in the chest X-Ray may 
be due to blood aspiration.

Chest X-Ray, CT scan and bronchoscopy should be 
done for localisation of exact site of bleeding. CT 
scan provides road map for bronchoscopy.[4] In this 
case, CT was not done as haemoptysis had stopped 
and the patient was haemodynamically unstable. 
Bronchoscopy was not done due to unavailability. The 
usual cause of death is due to asphyxiation[5] for which 
trachea should be intubated, lungs ventilated and 
adequate suction applied. The bleeding side should 
be kept down. Tranexamic acid can be given through 
both IV and ETT to control haemoptysis.[3] Fibreoptic 
bronchoscope further helps to occlude the affected 
bronchus by balloon catheter and local application 
of cold saline, epinephrine, thrombin, fibrinogen, 
recombinant factor VII, and n-butyl cyanoacrylate 
glues.[6] If haemoptysis still continues bronchial artery 
embolisation should be considered. In the last resort it 
should be managed surgically.[5]

Even with normal coagulation profile, precautions 
should be taken in patients who are on antiplatelet 
therapy and in difficult cases help of ultrasonography 
should be taken.

Upendra Hansda, Rekha Das, 
Rashmi R Satapathy1, Sumita Mohanty

Department of Anaesthesiology, AHRCC, 
1Ashwini Hospital, Cuttack, Odisha, India

Address for correspondence: 
Dr. Upendra Hansda,  

Department of Anaesthesiology, Acharya Harihar  
Regional Cancer Centre, Cuttack - 753 007, Odisha, India. 

E-mail: uhansdah@gmail.com

REFERENCES

1. Kusminsky RE. Complications of central venous 
catheterization. J Am Coll Surg 2007;204:681-96.

2. Kossaify A, Nicolas N, Edde P. Hemoptysis after subclavian 
vein puncture for pacemaker implantation: Importance of 
wire-guided venous puncture. Clin Med Insights Case Rep 
2012;5:119-22.

3. Hakanson E, Konstantinov IE, Fransson SG, Svedjeholm R. 
Management of life-threatening haemoptysis. Br J Anaesthesia 
2002;88:291-5.

4. Yoon W, Kim JK, Kim YH, Chung TW, Kang HK. Bronchial and 
non-bronchial systemic artery embolization for life threatening 

Letters to Editor



Letters to Editor

Indian Journal of Anaesthesia | Vol. 58 | Issue 3 | May-Jun 2014354

hemoptysis: A comprehensive review. Radiographics 
2002;22:1395-409.

5. Jones DK, Davies RJ. Massive haemoptysis: Medical 
management will usually arrest the bleeding. Br Med J 
1990;300:889-90.

6. Lau EM, Yozghatlian V, Kosky C, Moriarty C, Dentice R, 
Waugh R, et al. Recombinant activated factor VII for 
massive hemoptysis in patients with cystic fibrosis. Chest 
2009;136:277-81.

Access this article online

Quick response code
Website: 
www.ijaweb.org

DOI: 
10.4103/0019-5049.135089

Split cord malformation and the 
anaesthesiologist

Sir,

Occult spinal dysraphism is incomplete fusion of 
dorsal midline structures during embryogenesis in 
which the spinal defects are covered by intact skin. 
Split cord malformation represents this condition and 
consists of duplicated cord, with or without a septum, 
arising due to a persistent neuroenteric canal.

An increasing number of paediatric patients are now 
presenting for surgical correction as the advent of 
magnetic resonance (MR) imaging has helped in early 
diagnosis of this condition.[1] Furthermore, the role 
of prophylactic surgery before neurological deficits 
appear is now well-established.[1]

A 25 kg body weight, 4-year-old female child presented 
with the complaints of weakness in both legs for 
6 months. She had a thoracic scoliosis, confirmed 
by chest X-ray, which showed a convexity towards 
the right [Figure 1a]. Her routine haematological 
investigations were within the normal limits. MR 
imaging revealed vertebral anomalies (hemi vertebrae, 
butterfly vertebrae), split cord malformation extending 
from D9 to L1 with bony septum at D12-L1, tethered 
spinal cord and syrinx at D1-D8 level [Figure 1b].

The child was posted for laminectomy along with 
excision of the bony septum and detethering of the 
cord under general anaesthesia. After institution of 

routine monitors in the form of electrocardiography, 
non-invasive blood pressure, pulse oximeter and 
capnograph, anaesthesia was induced and patient was 
intubated, using intravenous fentanyl thiopentone 
and vecuronium, with an armoured tracheal tube. 
Temperature monitoring was performed by an 
oesophageal probe. After positioning the patient in 
the prone position, anaesthetic maintenance was 
done with intermittent fentanyl, vecuronium, 1% 
sevoflurane and 60% nitrous oxide in oxygen along 
with intermittent positive pressure ventilation. 
Duration of surgery was 150 min and approximate 
blood loss was 350 ml that was replaced with one 
unit of packed cell. Residual neuromuscular blockade 
was reversed with neostigmine and glycopyrrolate. 
Postoperative pain was managed with a combination 
of intravenous paracetamol and tramadol, while the 
child was nursed in the prone position in order to 
prevent leakage of cerebrospinal fluid.

Split cord malformation was previously known as 
diastematomyelia (Greek words; diastema, meaning 
cleft and myelos, meaning the spinal cord). In the 
Type I condition, the neural tube splits into two with 
an intervening fibrocartilaginous or bony septum, 
which was seen in our patient. In Type II, the neural 
tube remains a single dural sleeve with a split cord by 
fibrous elements. Various other associated conditions 
such as sinus tract, lipoma, dermoid, neurentric cyst, 
meningocele, or myelomeningocele may also form.[1]

Although the incidence of occult spinal dysraphism 
is not exactly known, the average age of presentation 
of split cord malformation is 4-6.5 years with a female 
preponderance.[1] Scoliosis with a thoracic curve of 

Figure 1: (a) Chest X-ray (left) showing scoliosis with a thoracic 
curve of 60° and (b) magnetic resonance scan (right) showing the 

typical findings of Type II split cord malformation
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