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value) <70% and/ or platelets <100.000/l.
[10]

 In Germany, 

the prothrombin time is preferential ly reported and 

documented as Quick's value in percentage (%; 70-130% 

= normal
[10]

). A Quick's value of <70% is equivalent to a 

prothrombin time ratio of approximately 1.4.
[11,12]

Acute traumatic coagulopathy upon ER admission 

was present in 2 989 (34.2%) of all patients. Males were 

more affected than females (72.5% vs. 27.5%) and in 

96% the trauma mechanism was blunt. There was an 

increasing frequency of coagulopathy with increasing 

amounts of intravenous fluids administered during the 

pre-hospital phase of care (Figure 2). The incidence of 

ATC was also associated with the trauma load as refl ected 

by injury severity scores (ISS). 2522 (84%) patients with 

coagulopathy had an ISS more than or equal to 16 upon 

hospital admission and the frequency of coagulopathy 

increased with higher ISS scores (Figure 2). The presence 

of acute ATC was associated with impaired outcome and 

increased mortality. Of all patients with coagulopathy, 

29% developed mul ti -organ fai lure (MOF) in thei r 

later hospital stay. Early in-hospital mortality (<24 hr) 

was 13% in patients with coagulopathy versus 1.5% in 

patients without coagulopathy; the overall  in-hospital 

mortality totalled 28% versus 8.4% (P<0.001). Mortality 

increased with injury severity but was generally higher 

in patients with coagulopathy across all severity grades 

studied. Figure 3 depicts mortality rates of patients with 

and without coagulopathy with respect to their severity 

of injury as refl ected by ISS.

ATC  present on admission but independent of 

injury severity
Recentl y Brohi  et al

[ 5]
 i ntroduced the role of 

hypoperfusion in the initiation of ATC by reporting their 

results from a prospective cohort study of major trauma 

patients (n=208) admitted to a single trauma center. In 

this cohort, patients without tissue hypoperfusion were 

not coagulopathic, irrespective of the amount of thrombin 

generated. Prolonged parti al  thromboplastin and 

prothrombin time was only observed with an increased 

base defi cit (BD). An increasing BD was associated with 

high soluble thrombomodulin and low protein C levels. 

Low protein C levels were associated with prolonged 

partial  thromboplastin and prothrombin time as well 

as hyperf ibrinolysis with low levels of plasminogen 

activator inhibitor-1 and high d-dimer levels. Longer 

thrombomodulin time and low protein C level  were 

significantly associated with increased mortality, blood 

transfusion requirements, acute renal injury, and reduced 

ventilator-free days. These researchers concluded that 

ATC occurs only in the presence of tissue hypoperfusion 

and appears to occur without significant consumption 

of coagulation factors. In an extension to this work, we 

analysed  Base excess (BE) levels from severe  multiply 

injured patients in respect to ATC frequencies upon ER 

admission. Also in our datasets, the frequency of ATC 

was strongly associated with BE level (Figure 4).

Figure 2. The incidence of  ATC in subgroups according to ISS (4 
subgroups) and intravenous fl uids administered during the pre-hospital 
phase of care (5 subgroups). Each line represents a group of patients 
with a similar ISS score, while each vertical group represents patients 
who had received comparable amounts of intravenous fl uids during the 
pre-hospital phase of care. Sample sizes for the groups ranged between  
68 and  1439 patients.
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Figure 3. The mortality of patients with and without ATC  on ER arrival 
according to the severity of injury as refl ected by ISS. 
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Figure 4. Incidence of  ATC as a function of BE  on ER arrival.
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Figure 4. Incidence of  ATC as a function of BE  on ER arrival.
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GLOBALNA OCENA KRZEPNIŇCIA 

Anesth.Analg.2008;106:1366-75 



Anesth.Analg.2008;106:1366-75 



TEG Results in Therapy 

29 



Anesth Analg. 2006;102:1274-9 

KRYSTALOIDY KOLOIDY SYNTETYCZNE 
KOLOIDY 

NATURALNE 

0,9% NaCl 
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0,9% NaCl 
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