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A Traumatic Asphyxia After a Construction Accident
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Abstract

The traumatic asphyxia is defined as cyanosis, petechiae on the face, neck, upper extremities and upper parts
of the thorax and subconjunctival haemorrhage, retinal edema due to blunt thoracic trauma. Traumatic
asphyxia is a rare syndrome. In cases of traumatic asphyxia, different neurological symptoms can be seen to
be proportional to the severity of trauma. Treatment is conservative, but depends on the severity of
prognostic-related injuries. In this article, we present a case of traumatic asphyxia syndrome in a 35-year-old
male patient who had a traumatic asphyxia syndrome resulting from a construction accident. And in this

context the literature, diagnosis, treatment and prognosis were discussed.
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Introduction
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increased venous pressure after severe, compressive,

blunt and sudden chest trauma. This syndrome is
Ozlem Ozdemir also called acute thoracic compression syndrome or
ecchymatic mask (Senoglu et al., 2006). Traumatic
asphyxia is a rare syndrome, but mortality is high in
proportion to the energy of trauma. In these cases
cyanosis, petechiae, subconjunctival haemorrhage,
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may be presented (Guitron et al., 2009).
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Case

A thirty-five-year-old male patient was admitted
to the emergency room with the contraction of the
right arm and the thorax and the region from the
shoulder to the neck by the heavy body overturning.
At the physical examination; the conscious is off
(Glasgow Coma Score: E2 M4 V2), blood pressure
102/74 mmHg, heart rate 115 pulses / min,
respiratory rate 23 breaths / min; the spO2 was 84%
and the pAO2 was 65 mmHg in blood gas analysis.
The head-neck and upper chest wall were cyanotic,
edematous in appearance, with common petechial
rash and subconjunctival haemorrhage. On the right
side of the thorax, there were findings of a sail chest
(flail chest) on the upper wall. Respiratory voices
decreased in the right lung areas, and natural on the
left. On chest X-ray; pneumothorax was detected.
Due to respiratory distress, tube thoracostomy and
closed underwater drainage were performed from
the right side. The case was taken in mechanical
ventilation support in pressure controlled mode.
Computed tomography examination of the brain and
routine laboratory values were usual. On the second
day the consciousness was opened, on the seventh
day the spontaneous respiration was passed and he
was extubed on the eighth day. Because of the
pneumothorax dimension, the thorax tube which was
clamped on the ninth day was completely removed
on the 10th day. The patient was discharged on the
14th day without any problems.

Discussion

Traumatic asphyxia first was described in 1837
by autopsy findings by Oliver d'Angers and named
Perthe's syndrome. It is also called acute thoracic
compression syndrome or ecchymatic mask.
Although it is rare, its incidence is not known
exactly. Although it usually develops due to blunt
chest trauma, it may develop occasionally due to
conditions that lead to an extended valsalva
maneuver such as severe vomiting, pertussis,
epilepsy and severe asthma (Besson et al., 1989).
Asphyxia is of Greek origin as a word, meaning
"unable to get a pulse or lack of pulse" and
"drowning”. The main problem is the sudden and
deep oxygen deficiency of the tissues. Although the
physiopathologic mechanism of traumatic asphyxia
is not fully known, it is thought that the effect of
pressure on the heart, mediastinum due to acute
trauma is responsible (Lee MC et al., 1991). During
the trauma, four factors come into play to form this
syndrome. These; deep inspiration, closed glottis,
thoracoabdominal effort, and thoracoabdominal

compression which leads to directing the blood to
the cervicofacial area. (Cobanoglu and Yalginkaya,
2010). An increase in intrathoracic pressure with an
acute mechanism results in an acute increase in
pressure in the superior and inferior vena cava,
mediastinal veins and right atrium. Depending on the
acutely increased pressure, the blood primarily goes
to the capless veins in the head and neck and causes
a typical appearance in the clinic. Depending on the
high pressure coming from the acute mass, the
sudden increased pressure in the large veins is
transmitted to the cervicofacial venules and then to
the small venules and capillaries. Depending on this
situation, blood escapes out of the vein. The valve
system in the veins prevents the pressure build-up
from entering the acute field. Traumatic asphyxia is
seen only in the area where there are cervicofacial
veins in which veins without a valve system are
present (Kutlu CA, 2003). As a result, a cyanotic
hemorrhagic appearance, scleral and
subconjunctival hemorrhages and petechiae in the
cranio-cervical region develop in the head and neck.
The clinical picture varies according to the severity
and duration of the trauma. Depending on the
mechanism and location of the trauma, skin, eye,
brain, nose, airways, breast, gastrointestinal tract and
abdominal region findings can be found.
Subconjunctival petechiae and subcutaneous
haemorrhage are frequently seen. Especially in the
head and neck region, cyanosis is common.
Language, lips, mouth and pharyngeal petechia can
be followed. Haemorrhage is frequently seen in the
subconjunctival region with damage at the retina,
vitreous and optic nerve (Sandiford JA et al., 1974).
Bilateral optic disc edema has also been reported
(Esme H. et al., 2006). Because of the blunt thoracic
trauma, pathologic findings such as sail chest, rib
fracture, lung contusion, hemopneumothorax may
accompany the patients but any thoracic pathology
may be observed too. An important part of the cases
may be accompanied by cardiac injury. An
important part of the cases may be accompanied by
cardiac injury. Depending on the severity, duration
and localization of the trauma, neurological findings
in the patients may show different clinical tables
ranging from mild symptoms to coma. Neurological
symptoms are loss of consciousness, disorientation,
agitation, brachial plexus injury without spinal cord
injury, quadriplegia and coma. These findings are
thought to be due to hypoxic damage such as
cerebral edema and haemorrhage (Sandiford JA et
al.,1974). The most important approach in patients
with traumatic asphyxia is the supportive treatment.

25

MBSJHS:; 4(2), 2018



CASE REPORT

Frequent arterial blood gas, oxygen saturation
should be monitored and acute respiratory support
should be planned in patients. Increase of the
intracranial pressure should be prevented by
increasing bedhead 30 degrees (Eken C. et al., 2009).
Mild cases can be fully recoverable. Even patients
with neurological findings due to brain edema were
reported to recover within 1-2 weeks of supportive
treatment. Mortality and morbidity are proportional
to the presence and severity of cardiovascular,
pulmonary, and neurological injuries (Lee MC et al.,
1991).

Conclusion

Traumatic asphyxia is a rare condition. Prognosis
is often due to the duration, severity and localization
of the trauma. A rapid and careful approach in cases
of traumatic asphyxia provides a reduction in the
mortality and morbidity of patients. The emergency
department is a clinic where rare but acute and life-
threatening cases are seen. Therefore, treatments to
prevent increased intracranial pressure, oxygen
inhalation therapy, efficient ventilation, intravenous
hydration should be started as soon as possible in the
similar cases.
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