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Abstract: Hypothermia in trauma patients is a common condition. It is aggravated by traumatic
hemorrhage, which leads to hypovolemic shock. This hypovolemic shock results in a lethal triad of
hypothermia, coagulopathy, and acidosis, leading to ongoing bleeding. Additionally, hypothermia in
trauma patients can deepen through environmental exposure on the scene or during transport and
medical procedures such as infusions and airway management. This vicious circle has a detrimental
effect on the outcome of major trauma patients. This narrative review describes the main factors to
consider in the co-existing condition of trauma and hypothermia from a prehospital and emergency
medical perspective. Early prehospital recognition and staging of hypothermia are crucial to triage to
proper care to improve survival. Treatment of hypothermia should start in an early stage, especially
the prevention of further cooling in the prehospital setting and during the primary assessment. On
the one hand, active rewarming is the treatment of choice of hypothermia-induced coagulation
disorder in trauma patients; on the other hand, accidental or clinically induced hypothermia might
improve outcomes by protecting against the effects of hypoperfusion and hypoxic injury in selected
cases such as patients suffering from traumatic brain injury (TBI) or traumatic cardiac arrest.

Keywords: hypothermia; trauma; hemorrhage; lethal triad; coagulation; traumatic brain injury;
cardiac arrest; extracorporeal life support; ECLS; emergency preservation resuscitation

1. Introduction

Major trauma, defined as an Injury Severity Score (ISS) of 15 or greater, accounts for
10% of all deaths worldwide [1]. Hypothermia, defined as a body temperature of 35 ◦C
or less, is present in up to two-thirds of these patients upon admission to the emergency
department (ED) [2]. Hypothermia is currently estimated to occur less frequently with
modern hemostatic, goal-directed resuscitation with warm fluids [3]. Risk factors for
hypothermia in trauma include the severity of injury, (prehospital) anesthesia or intubation,
low environmental temperature or wet clothing, and administration of cold fluids [4,5].
Therefore, hypothermia in trauma patients can result from environmental exposure, the
injuries sustained leading to hypovolemic shock due to hemorrhage, or medical interven-
tions, and it is often the result of a combination of these factors. Hypothermia in trauma
patients leads to higher in-hospital mortality, higher transfusion requirements, and longer
length of stay [6–8]. Mortality increases with the degree of hypothermia in severely injured
patients [6,8]. Since the late 1970s, studies have demonstrated a relationship between
hypothermia and coagulation [9,10], but only in 1999 did the expression of the “lethal or
trauma triad of death” appear in scientific articles [11]. It describes the combination of
acidosis, hypothermia, and coagulopathy, which is a condition that causes a substantial
rise in mortality in severe trauma [12]. This report will overview the physiological process
in hypothermic trauma patients focusing on the lethal triad of coagulopathy, hypothermia,
and acidosis. Furthermore, it will describe hypothermia staging, its implications, and treat-
ment options. It also describes the effect of hypothermia on clinical outcomes in trauma
patients and patients with traumatic brain (TBI) injury. Additionally, it further explains the
role of clinically induced hypothermia in traumatic cardiac arrest.

Int. J. Environ. Res. Public Health 2021, 18, 8719. https://doi.org/10.3390/ijerph18168719 https://www.mdpi.com/journal/ijerph

https://www.mdpi.com/journal/ijerph
https://www.mdpi.com
https://doi.org/10.3390/ijerph18168719
https://doi.org/10.3390/ijerph18168719
https://doi.org/10.3390/ijerph18168719
https://creativecommons.org/
https://creativecommons.org/licenses/by/4.0/
https://creativecommons.org/licenses/by/4.0/
https://doi.org/10.3390/ijerph18168719
https://www.mdpi.com/journal/ijerph
https://www.mdpi.com/article/10.3390/ijerph18168719?type=check_update&version=2


Int. J. Environ. Res. Public Health 2021, 18, 8719 2 of 7

2. Coagulation

The combination of hypothermia, acidosis, and coagulopathy has become well-known
as the trauma triad of death, diminishing the chances of survival in severely injured pa-
tients [11,12]. The three factors are highly interrelated and create a vicious circle if not
addressed in a very early stage of trauma management. Acidosis is usually caused by
diminished organ perfusion in shock, primarily hemorrhagic shock in trauma. It directly
influences thrombin generation, which results in impaired coagulation function [13]. Hy-
pothermia is the next factor that affects blood clotting in different ways. All chemical
reactions are temperature-dependent. This is also the case with blood clotting. Therefore,
it seems evident that the function of the humoral coagulation cascade deteriorates with
decreasing temperatures. However, several studies have also shown that platelet function
is influenced by temperature [14,15]. Thrombin seems to play a major role in platelet
dysfunction through a platelet adhesion defect in the presence of hypothermia [16,17].
Fibrinolysis appears to play a minor role in the development of coagulopathy [15]. Unfor-
tunately, all lab tests assessing coagulation are performed in normothermia. A correction
in the presence of hypothermia is made purely by calculation and therefore does not neces-
sarily correspond to the actual coagulation function [17,18]. As early as the 1990s, it was
proposed to use viscoelastic hemostatic assays (VHA) such as thromboelastography (TEG)
and rotational thromboelastometry (ROTEM) to evaluate the entire coagulation system [19].
Unfortunately, it did not lead to a breakthrough in the diagnosis of coagulation disorders
in the presence of hypothermia [20,21].

3. Clinical Management
3.1. Staging

Prehospital staging of hypothermia is based on clinical status, the presence of vital
signs and, if available, body temperature measurement. The Swiss staging model describes
stages I–IV with ranges of stage 1 from <35–32 ◦C, for stage 2, <32–28 ◦C; for stage 3,
<28–24 ◦C; and for stage 4, below 24 ◦C [22]. The Swiss staging model is based on observa-
tions of the vital signs at presentation and allows core temperature to be estimated from
clinical indicators only. Patient factors such as head injury, intoxication, and profound
shock in trauma can influence clinical findings [23,24], and therefore, definitive assessment
of the severity of hypothermia in trauma patients requires an accurate temperature mea-
surement. A recent evaluation of the Swiss staging model found that the temperature of
patients was overestimated in 18% of cases, potentially leading to under-treatment due to
an underestimation of the risk of cardiac arrest [25]. Therefore, measuring temperature is
a helpful addition but can be challenging in a prehospital setting due to environmental
conditions. The insertion of an esophageal probe is the most accurate measurement of a
core temperature in the prehospital setting. It is reserved for intubated patients. Measuring
core temperature with special urinary catheters in the bladder or central IV lines is reserved
for clinical management, and rectal probes provide a delayed measurement and are imprac-
tical to insert prehospitally [23]. Epitympanic probes are in use but not widely adopted due
to limited availability [26]. Epitympanic temperature measurements correlate well with
the core temperature [27]. It has been used successfully in cold, prehospital environments.
However, to get a reliable measurement, it is essential that the probe in the ear canal is
insulated and the ear canal is free of debris such as water and snow [24,28,29]. Correct
identification of stage 3 and 4 hypothermia in major trauma patients might be lifesaving as
they likely require invasive active rewarming in the form of extracorporeal life support
(ECLS) due to cardiac instability, which is only available in selected hospitals [28,30].

3.2. Treatment

Prevention of further cooling is essential and should be started in the prehospital
phase for all trauma patients. Passive methods preventing further heat loss entail removing
wet clothing or directly applying a vapor barrier, applying insulation foils and blankets,
and increasing the ambient temperature to allow the patient to self-rewarm [31]. Active
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external rewarming can be achieved using heat packs and forced warm air [22,23]. Heat
transfer is most efficient when heat packs are applied to the axillae, chest, and back [32].
Active internal rewarming can be initiated in the emergency department through warmed
intravenous infusions, peritoneum, bladder, or thoracic lavage with warm fluids and
extracorporeal blood rewarming through ECLS [23]. Extracorporeal blood rewarming has
been demonstrated to lead to good clinical outcomes in severe trauma patients with deep
hypothermia [33–35]. Vascular, bladder, or thoracic access for active internal rewarming
in trauma patients can be challenging due to the obstruction of immobilization devices or
(suspected) injuries [36].

Care should be taken to avoid further cooling caused by medical interventions during
all phases of patient care, such as assessment on the scene, during transport, evaluation in
the ED, and during damage control surgery. The value of exposure during physical exam
should be weighed against the risk of hypothermia and should be performed sequentially
by body region, preserving insulating clothing in the non-examined area. [26]. Resuscitation
with intravenous fluids can worsen trauma-induced coagulopathy by diluting clotting
factors and dislodging clots by raising blood pressure and inducing hypothermia [4].
Limiting fluid resuscitation and practicing early permissive hypotension in hypovolemic
shock has a role in managing trauma patients, with the notable exception of patients with
cardiac tamponade [37] and with the optimum level of targeted blood pressure still to be
determined in patients with suspected raised intracranial pressure following a TBI [38].

Normothermia provides the optimum conditions for hemostasis [39]. A study from
the 1960s compared the effects on mortality of administering 3 L of cold blood to 25 patients.
This resulted in a cardiac arrest in 12 patients. Administering 3 L of warmed blood to a
matched group resulted in a cardiac arrest incidence of only 3% [40]. Severe hemorrhage
and hemodynamic instability in trauma patients are indications to start a massive transfu-
sion protocol. In many institutions, this consists of restrictive use of crystalloids and giving
plasma, platelet, and RBC products at a ratio of 1:1:1, and if available, adjusting the ratio by
an early point of care VHA result [3,41]. The exact value of VHAs in (deep) hypothermic
patients is yet to be determined [3,20]. In order to prevent infusion-related hypothermia,
fluids and blood products should be administered via (high flow) in-line infusion warmers
in the hospital setting or similarly functioning battery-operated devices in the prehospital
setting [4,42]. Prehospital administration of analgesia or anesthesia may accelerate cooling
due to sympathetic inhibition and vasodilation. An alternative medication choice, such as
ketamine, may provide the least risk for further cooling [28].

4. Impact of Hypothermia
4.1. Major Trauma

Several reviews have assessed the effect of hypothermia on the outcome of major
trauma patients and concluded it to be an independent predictor for mortality [43–45].
A recent systematic review included seven studies for meta-analysis and concluded that
accidental hypothermia at admission was associated with significantly higher mortality
in trauma patients with an OR of 5.18 (95% confidence interval (CI), 2.61–10.28) [44].
Hypothermia is a marker for a poor prognosis after hemorrhage, probably representing
metabolic dysfunction [46]. However, it has been hypothesized that hypothermia could
be part of the detrimental physiological effects of severe injury and hemorrhage (and thus
acidosis and coagulopathy) instead of a true independent predictor for mortality [47].
Several studies have reported a higher blood transfusion requirement [48,49] or an elevated
INR [43,50] in hypothermic trauma patients related to hypothermia-induced coagulopathy.
A study that assessed ICU length of stay and ventilator days found a significantly longer
duration of critical care dependability of surviving hypothermic trauma patients versus
non-hypothermic trauma patients [6].
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4.2. Traumatic Brain Injury

In the literature, the hypothesis of a neuroprotective effect of hypothermia on patients
with TBI by stopping the biochemical and inflammatory cascade after injury has been
formulated [51]. Mild hypothermia could protect against secondary brain injury through
reduced excitotoxicity, oxidative stress, apoptosis, autophagy, and inflammation [52].
Animal models have produced favorable mortality and improved behavioral outcomes
after being subjected to mild hypothermia [53,54]. The effects of clinically induced as
well as accidental hypothermia on mortality in this patient group have been investigated.
Initially, a systematic review from 2013 showed that clinically induced hypothermia was
associated with a 19% reduction in the risk of death (95% confidence interval (CI), 0.69–0.96)
and a 22% reduction in the risk of poor neurologic outcome (95% confidence interval
(CI), 0.63–0.98) [55]. However, recent reviews agree that there is no evidence of reduced
mortality or improved neurological outcome in clinically induced hypothermia [56,57].
A recent systematic review considered the effect of accidental hypothermia at admission
on mortality in two studies containing patients with TBI and concomitant injuries [48,58]
as well as one study analyzing patients with isolated TBI [59]. All studies reported a
higher mortality rate in hypothermic than in normothermic patients with an overall OR
of 2.38 (95% confidence interval (CI), 1.53–3.69) [44]. Therefore, it seems likely that the
negative impact of trauma-induced coagulopathy on mortality outweighs the potential
neuroprotective effects of accidental hypothermia. However, as there is currently only
one study assessing the effect of accidental hypothermia in patients with isolated TBI [59],
further research seems warranted for this select group.

4.3. Traumatic Cardiac Arrest

The outcome of traumatic cardiac arrest is meager. Until now, we have found no
evidence of the benefit of hypothermia in severely hypothermic trauma patients, whose
cardiac arrest is mainly caused by severe hypothermia instead of by the trauma itself. Only
one case report with a favorable outcome can be found in the literature [34].

The concept of emergency preservation resuscitation (EPR) is based on gaining rapid
central arterial access to a patient in traumatic arrest and inducing profound hypothermia
(<10 ◦C tympanic temperature). Induced profound hypothermia can protect cells during
ischemia and reperfusion and decrease organ damage during cardiac arrest [51]. Extending
the time window for surgical management of injuries through EPR may allow patients
to survive previously lethal trauma. A feasibility trial is currently assessing therapeutic
hypothermia in humans suffering from traumatic cardiac arrest [60]. The study includes
patients in traumatic cardiac arrest not responding to resuscitative thoracotomy with
clamping of the descending aorta.

5. Conclusions

Early, aggressive, goal-directed temperature management of trauma patients is of
utmost importance for their survival, especially in hypothermic patients with hemorrhagic
shock. Early prehospital staging of hypothermia is essential in allocating the correct level of
care. The prevention of further cooling and attempted reversal of accidental hypothermia
in trauma patients is crucial in prehospital and hospital management phases. Coagulation
disorders must be diagnosed and treated: Rewarming is crucial to address the lethal triad
in trauma and might even include ECLS in selected cases.

Hypothermia in trauma patients is strongly correlated with increased in-hospital mor-
tality, increased length of stay, and a higher need for transfusion. At this point, there is no
evidence that there is a neuroprotective effect of either accidental or induced hypothermia
leading to lower mortality in patients with (concomitant) TBI. It is important to note that
many cited studies on outcomes are based on retrospective data, with a lack of randomized
control trials. EPR is currently being trialed and might provide the opportunity to achieve
hemorrhage control after resuscitation while suppressing adverse effects of cardiac arrest
and could significantly affect the prognosis.
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35. Darocha, T.; Kosiński, S.; Jarosz, A.; Drwila, R. Extracorporeal Rewarming From Accidental Hypothermia of Patient With
Suspected Trauma. Medicine 2015, 94, e1086. [CrossRef]

36. Blasco Mariño, R.; González Posada, M.; Soteras Martínez, I.; Strapazzon, G. Considerations in hypothermia and polytrauma
patients. Injury 2021, 26, S0020–S1383.

37. Bickell, W.H.; Wall, M.J.; Pepe, P.E.; Martin, R.R.; Ginger, V.F.; Allen, M.K.; Mattox, K.L. Immediate versus delayed fluid
resuscitation for hypotensive patients with penetrating torso injuries. N. Engl. J. Med. 1994, 331, 1105–1109. [CrossRef]

38. Wiles, M.D. Blood pressure in trauma resuscitation: ‘pop the clot’ vs. ‘drain the brain’? Anesthesia 2017, 72, 1448–1455. [CrossRef]
39. Spahn, D.R. Strategies for transfusion therapy. Best Pract. Res. Clin. Anaesthesiol. 2004, 18, 661–673. [CrossRef]
40. Boyan, C.P. Cold or warmed blood for massive trasnfusions. Ann. Surg. 1964, 160, 282–286. [CrossRef]
41. CRASH-3 trial collaborators. Effects of tranexamic acid on death, disability, vascular occlusive events and other morbidities

in patients with acute traumatic brain injury (CRASH-3): A randomised, placebo-controlled trial. Lancet 2019, 394, 1713–1723.
[CrossRef]

42. Lehavi, A.; Yitzhak, A.; Jarassy, R.; Heizler, R.; Katz, Y.S.; Raz, A. Comparison of the performance of battery-operated fluid
warmers. Emerg. Med. J. 2018, 35, 564–570. [CrossRef] [PubMed]

43. Balvers, K.; Van der Horst, M.; Graumans, M.; Boer, C.; Binnekade, J.M.; Goslings, J.C.; Juffermans, N.P. Hypothermia as a
predictor for mortality in trauma patients at admittance to the Intensive Care Unit. J. Emerg. Trauma Shock 2016, 9, 97–102.
[CrossRef] [PubMed]

44. Rösli, D.; Schnüriger, B.; Candinas, D.; Haltmeier, T. The Impact of Accidental Hypothermia on Mortality in Trauma Patients
Overall and Patients with Traumatic Brain Injury Specifically: A Systematic Review and Meta-Analysis. World J. Surg. 2020, 44,
4106–4117. [CrossRef]

45. McCarty, T.R.; Abramo, T.J.; Maxson, R.T.; Albert, G.; Rettiganti, M.R.; Saylors, M.E.; Orsborn, J.W.; Hollingsworth, A.I.
Hypothermia as an Outcome Predictor Tool in Pediatric Trauma: A Propensity-Matched Analysis. Pediatr. Emerg. Care 2021, 37,
e284–e291. [CrossRef] [PubMed]

46. Kutcher, M.E.; Howard, B.M.; Sperry, J.L.; Hubbard, A.E.; Decker, A.L.; Cuschieri, J.; Minei, J.P.; Moore, E.E.; Brownstein, B.H.;
Maier, R.V.; et al. Evolving beyond the vicious triad: Differential mediation of traumatic coagulopathy by injury, shock, and
resuscitation. J. Trauma Acute Care Surg. 2015, 78, 516–523. [CrossRef] [PubMed]

47. Trentzsch, H.; Huber-Wagner, S.; Hildebrand, F.; Kanz, K.G.; Faist, E.; Piltz, S.; Lefering, R.; TraumaRegistry, D.G.U. Hypothermia
for prediction of death in severely injured blunt trauma patients. Shock 2012, 37, 131–139. [CrossRef]

48. Winkelmann, M.; Soechtig, W.; Macke, C.; Schroeter, C.; Clausen, J.D.; Zeckey, C.; Krettek, C.; Mommsen, P. Accidental
hypothermia as an independent risk factor of poor neurological outcome in older multiply injured patients with severe traumatic
brain injury: A matched pair analysis. Eur. J. Trauma Emerg. Surg. 2019, 45, 255–261. [CrossRef]

http://doi.org/10.1089/ham.2014.1008
http://www.ncbi.nlm.nih.gov/pubmed/24950388
http://doi.org/10.1186/s13049-019-0636-0
http://www.ncbi.nlm.nih.gov/pubmed/31171019
http://doi.org/10.1186/s13049-020-00790-1
http://doi.org/10.1186/s13049-015-0178-z
http://www.ncbi.nlm.nih.gov/pubmed/26585382
http://doi.org/10.1016/j.injury.2013.06.019
http://doi.org/10.1186/s13049-015-0172-5
http://www.ncbi.nlm.nih.gov/pubmed/26542476
http://doi.org/10.21037/acs.2018.10.12
http://www.ncbi.nlm.nih.gov/pubmed/30854323
http://doi.org/10.1067/j.cpsurg.2014.07.005
http://www.ncbi.nlm.nih.gov/pubmed/25242453
http://doi.org/10.1016/j.wem.2014.10.010
http://www.ncbi.nlm.nih.gov/pubmed/25498264
http://doi.org/10.1503/cmaj.180117
http://doi.org/10.1503/cmaj.70338
http://doi.org/10.1097/MD.0000000000001086
http://doi.org/10.1056/NEJM199410273311701
http://doi.org/10.1111/anae.14042
http://doi.org/10.1016/j.bpa.2004.05.002
http://doi.org/10.1097/00000658-196408000-00016
http://doi.org/10.1016/S0140-6736(19)32233-0
http://doi.org/10.1136/emermed-2017-207112
http://www.ncbi.nlm.nih.gov/pubmed/29880720
http://doi.org/10.4103/0974-2700.185276
http://www.ncbi.nlm.nih.gov/pubmed/27512330
http://doi.org/10.1007/s00268-020-05750-5
http://doi.org/10.1097/PEC.0000000000001588
http://www.ncbi.nlm.nih.gov/pubmed/30106871
http://doi.org/10.1097/TA.0000000000000545
http://www.ncbi.nlm.nih.gov/pubmed/25710421
http://doi.org/10.1097/SHK.0b013e318245f6b2
http://doi.org/10.1007/s00068-017-0897-0


Int. J. Environ. Res. Public Health 2021, 18, 8719 7 of 7

49. Mommsen, P.; Andruszkow, H.; Frömke, C.; Zeckey, C.; Wagner, U.; van Griensven, M.; Frink, M.; Krettek, C.; Hildebrand, F.
Effects of accidental hypothermia on posttraumatic complications and outcome in multiple trauma patients. Injury 2013, 44,
86–90. [CrossRef]

50. Ireland, S.; Endacott, R.; Cameron, P.; Fitzgerald, M.; Paul, E. The incidence and significance of accidental hypothermia in major
trauma–a prospective observational study. Resuscitation 2011, 82, 300–306. [CrossRef]

51. Søreide, K. Clinical and translational aspects of hypothermia in major trauma patients: From pathophysiology to prevention,
prognosis and potential preservation. Injury 2014, 45, 647–654. [CrossRef]

52. Moffatt, S.E. Hypothermia in Trauma. Emerg. Med. J. 2013, 30, 989–996.
53. Jiang, J.Y.; Lyeth, B.G.; Kapasi, M.Z.; Jenkins, L.W.; Povlishock, J.T. Moderate hypothermia reduces blood-brain barrier disruption

following traumatic brain injury in the rat. Acta Neuropathol. 1992, 84, 495–500. [CrossRef] [PubMed]
54. Clifton, G.L.; Jiang, J.Y.; Lyeth, B.G.; Jenkins, L.W.; Hamm, R.J.; Hayes, R.L. Marked protection by moderate hypothermia after

experimental traumatic brain injury. J. Cerebral Blood Flow Metab. 1991, 11, 114–121. [CrossRef] [PubMed]
55. McIntyre, L.A.; Fergusson, D.A.; Hébert, P.C.; Moher, D.; Hutchison, J.S. Prolonged therapeutic hypothermia after traumatic brain

injury in adults: A systematic review. JAMA 2003, 289, 2992–2999. [CrossRef] [PubMed]
56. Lewis, S.R.; Evans, D.J.; Butler, A.R.; Schofield-Robinson, O.J.; Alderson, P. Hypothermia for traumatic brain injury. Cochrane

Database Sys. Rev. 2017, 9, Cd001048. [CrossRef] [PubMed]
57. Cooper, D.J.; Nichol, A.D.; Bailey, M.; Bernard, S.; Cameron, P.A.; Pili-Floury, S.; Forbes, A.; Gantner, D.; Higgins, A.M.; Huet, O.;

et al. Effect of Early Sustained Prophylactic Hypothermia on Neurologic Outcomes Among Patients With Severe Traumatic Brain
Injury: The POLAR Randomized Clinical Trial. JAMA 2018, 320, 2211–2220. [CrossRef]

58. Rubiano, A.M.; Sanchez, A.I.; Estebanez, G.; Peitzman, A.; Sperry, J.; Puyana, J.C. The effect of admission spontaneous
hypothermia on patients with severe traumatic brain injury. Injury 2013, 44, 1219–1225. [CrossRef]

59. Bukur, M.; Kurtovic, S.; Berry, C.; Tanios, M.; Ley, E.J.; Salim, A. Pre-hospital hypothermia is not associated with increased
survival after traumatic brain injury. J. Surg. Res. 2012, 175, 24–29. [CrossRef]

60. Kutcher, M.E.; Forsythe, R.M.; Tisherman, S.A. Emergency preservation and resuscitation for cardiac arrest from Trauma. Int. J.
Surg. 2016, 33, 209–212.

http://doi.org/10.1016/j.injury.2011.10.013
http://doi.org/10.1016/j.resuscitation.2010.10.016
http://doi.org/10.1016/j.injury.2012.12.027
http://doi.org/10.1007/BF00304468
http://www.ncbi.nlm.nih.gov/pubmed/1462764
http://doi.org/10.1038/jcbfm.1991.13
http://www.ncbi.nlm.nih.gov/pubmed/1983995
http://doi.org/10.1001/jama.289.22.2992
http://www.ncbi.nlm.nih.gov/pubmed/12799408
http://doi.org/10.1002/14651858.CD001048.pub5
http://www.ncbi.nlm.nih.gov/pubmed/28933514
http://doi.org/10.1001/jama.2018.17075
http://doi.org/10.1016/j.injury.2012.11.026
http://doi.org/10.1016/j.jss.2011.07.003

	1
	Coagulation 
	Clinical Management 
	Staging 
	Treatment 

	Impact of Hypothermia 
	Major Trauma 
	Traumatic Brain Injury 
	Traumatic Cardiac Arrest 

	References

