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Abstract
Background: Stress hyperglycemia is common in trauma patients. Increasing injury severity and
hemorrhage is known to trigger hepatic gluconeogenesis and glycogenolysis and also peripheral and
hepatic insulin resistance. Consequently, we expect glucose levels to rise with injury severity in liver,
kidney and spleen injuries. In contrast, we hypothesized that in the most severe form of blunt liver injury,
stress hyperglycemia may be absent despite critical injury and hemorrhage.

Methods: All patients with documented liver, kidney or spleen injuries, treated at a single, university
hospital in Austria between 2000 and 2020 were charted in a register. Besides demographic, laboratory,
radiological, surgical and other data were analyzed.

Results: A total of 772 patients were included. In liver (n=456), spleen (n=375) and kidney (n=152)
trauma, an increasing injury severity past moderate to severe (AAST III-IV) was associated with a
concomitant rise in blood glucose levels independent of the affected organ. While this stress induced
hyperglycemia was even more pronounced in the most severe forms (AAST V) of spleen (median 10.7
mmol/L, p<0.0001) and kidney injuries (median 10.6 mmol/L, p=0.004), it was absent in AAST V liver
injuries, where median blood glucose level even fell (5.6 mmol/L, p<0.0001).

Conclusions: Absence of stress hyperglycemia is a sign of most severe liver injury (AAST V) and should
prompt fundamental diagnostic and therapeutic procedures. Blood glucose should be considered as an
additional diagnostic criterion in liver injury.

Introduction
Stress hyperglycemia is common in trauma patients and critical illness upon hospital admission and is
often associated with worse outcome [1–4]. Hemorrhage aggravates this stress hyperglycemia
signi�cantly [5, 6]. Caused by hepatic gluconeogenesis, glycogenolysis and hepatic as well as peripheral
insulin resistance its’ probable pathophysiological purpose is to shift energy substrates to vital organs,
initial immune defense, and repair mechanisms [7–12] and can therefore be seen as a survival response.

Consequently, according to literature, hypoglycemia is an rare �nding in trauma patients upon hospital
admission and mainly triggered by non-traumatic causes such as anti-diabetic drug overdose, alcohol
intoxication or chronic liver disease [13,14 ].

The injury severity of parenchymatous organs like liver, kidney or spleen is often radiologically
categorized according to the classi�cation of the American Association for the Surgery of Trauma, AAST
[15, 16]. In doing so, the extent of lacerations, contusions or hematomas must be exactly measured.
However, specifying proportions of parenchymal disruption of one or both hepatic lobes to distinguish
between liver injury AAST IV and V may be very challenging.
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It was hypothesized that, in parallel with injury severity and extent of hemorrhage, in hepatic, renal or
splenic injuries, blood glucose levels should increase and therefore lead to signi�cant stress
hyperglycemia. However, it was also hypothesized that in case of most severe liver injuries (AAST V),
de�ned by major devascularization (in�ow or out�ow) and/or parenchymal disruption of more than 75%
of one hepatic lobe, hepatic gluconeogenesis and glycogenolysis may become insu�cient, consequently
leading to absence of stress hyperglycemia. This may be a leading diagnostic mark.

Methods
The study was reviewed and approved by the Ethic Committee of the Medical University of Innsbruck (EK
1394/2020) and written informed consent was waived due to the observational character of the study.

Aim: All trauma patients with suspected blunt hepatic, splenic or renal injury, treated at the Medical
University Hospital of Innsbruck between January 1, 2000 and August 31, 2020 (inclusion criteria) were
analyzed regarding stress hyperglycemia and relevant aim and outcome factors.

Design and setting: This single center analysis of detailed medical information on hepatic, splenic and
renal injuries was obtained by searching the local hospital information system
(Krankenhausinformationssystem i.s.h.med PowerChart by Cerner Österreich GmbH, Vienna, Austria),
which is prospectively maintained and auditable. A pre-existing register – developed for the analysis of
treatment strategies and associated outcomes in blunt liver, spleen and kidney injuries [17,18] over a 17-
year period (2000-2016) – was expanded up to 2020, extended by blood glucose values upon hospital
admission and re-analyzed with different inclusion and exclusion criteria (Figure 1).

Patients: Besides the above-mentioned inclusion criteria, the following exclusion criteria were applied:
missing blood glucose levels within the �rst hour following hospital admission, insu�cient
documentation of radiologic �ndings or laboratory analyses regarding the scienti�c question, admission
more than 12 hours beyond trauma, death at arrival and hemorrhages due to innate malformations
(Figure 1).

Patients transferred from district hospitals to our level 1 trauma center after receiving diagnostics only
and within the 12 hours timeframe were also included. Patients with diabetic mellitus were included. All
patients received either selective abdominal/thoracic/cranial or whole body dual or triple phase
computed tomography (CT) scans. CT images were re-evaluated regarding injury grading by two trained
radiologists using our picture archiving and communication system (AGFA IMPAX; AGFA Health Care,
Greenville, SC).

Processes: The patients’ demographic data as well as all radiology, clinical and necessary laboratory
�ndings were charted. Hepatic, splenic and renal injuries were graded by the 2018 revision of the
American Association for the Surgery of Trauma (AAST) classi�cation system [15,16]. In addition, all
injuries including co-injuries were classi�ed according to the Abbreviated Injury Scale (AIS, version 2005,
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update 2008) and allocated to the appropriate organ system [19]. The injury severity score, ISS, was
calculated as described in the original publication [20].

Statistical analysis: Injury scoring took place on the basis of the AAST classi�cation for blunt liver, spleen
or kidney trauma in all patients suffering from injuries of at least one of these organs and, additionally, in
patients suffering from injuries of one of these organs but excluding severe co-injuries classi�ed as AIS 4-
6 in any other organ or organ system. This was done to demonstrate independent effects of particular
organ injuries on blood glucose levels.

Descriptive statistical analysis was performed reporting proportions (%) and medians with range due to
non-normal distribution of data. Group differences were analyzed by Mann-Whitney U test. Due to small
subgroups, two-tailed p values less than 0.05 were accepted as signi�cance level throughout the study.
Data analysis was performed with SPSS 26.0 (IBM Corporation, Armonk, NY, USA).

Results
During the study period, 879 patients presented with suspected hepatic, splenic or renal injury to our level
1 trauma center were assessed for eligibility. Exerting inclusion and exclusion criteria, 772 patients,
comprising 456 liver, 375 spleen and 152 kidney injuries were �nally included in the study; 189 patients
had more than one organ injured. (Figure 1) Median age was 29 years (1 - 89), 238 patients (31%) were
female. During hospitalization, 26 patients (3.4%) deceased. (Table 1)

We found 456 patients with liver injuries; they were classi�ed as 80 patients with AAST I, 125 patients
with AAST II, 176 patients with AAST III, 64 patients with AAST IV, and 11 patients with AAST V. Initial
blood glucose levels increased highly signi�cant from 6.58 mmol/L (4.50 - 24.64 mmol/L) in patients
with AAST I injuries to 8.60 mmol/L (5.55 - 27.19 mmol/L) in patients with AAST IV injuries (p<0.0001). In
patients with AAST V injuries, median initial blood glucose dropped to 5.77 mmol/L (2.33 - 7.83 mmol/L),
which was signi�cantly lower than in AAST I (p=0.01) and IV injuries (p<0.0001). (Figure 2a)

Excluding patients with diabetes mellitus (n=6) resulted in very similar results (Figure 2b). Excluding
patients with severe co-injuries (AIS 4-6, n=200) (Figure 2c) and, additionally, patients with diabetes
mellitus (Figure 2d) demonstrated more clearly the effects of injury severity on blood glucose levels.
Median blood glucose levels rose highly signi�cant from 6.08 mmol/l (4.50 – 7.77 mmol/L) in patients
with AAST I to 8.91 mmol/L (5.55 - 27.19 mmol/L) in patients with AAST IV injuries. In patients with
AAST V injuries, stress hyperglycemia was absent. Their blood glucose levels did not rise (5.58 mmol/L
(3.83 - 6.94 mmol/L)). (Figure 2d, to AAST I p=0.19, to AAST IV p=0.0006) despite higher injury severity
and blood losses.

Of 11 patients with AAST V injuries, only two patients deceased; one due to uncontrollable bleeding of the
liver and partial avulsion of the inferior vena cava, one due to uncontrollable bleeding of the liver and
multiple fractures to the pelvis. Of the nine surviving AAST V-patients, merely one required glucose
administration to maintain physiological blood glucose levels within the following days after admission.
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This was a 13-year-old child, also in need of repeated administration of coagulation factors. In all other
patients, blood glucose levels improved over time without additional glucose administration.

We found 375 patients with spleen injuries; they were graded as 62 patients with AAST I, 83 patients with
AAST II, 142 patients with AAST III, 59 patients with AAST IV, and 29 patients with AAST V injuries. Initial
blood glucose levels rose highly signi�cant from 7.13 mmol/L (4.83 - 24.81 mmol/L) in patients with
AAST I to 10.71 mmol/L (5.61 - 18.48 mmol/L) in patients with AAST V injuries. Initial blood glucose in
patients with AAST V injuries rose comparably, there was no drop (Figure 3a). Excluding patients with
diabetes mellitus (n=6) resulted in very similar results (Figure 3b). Excluding patients with severe co-
injuries (AIS 4-6, n=163) (Figure 3c) and, additionally, patients with diabetes mellitus (Figure 3d)
eliminated outliers and demonstrated more clearly that initial blood glucose rose continuously with rising
injury severity and blood losses. Blood glucose in patients with AAST IV and AAST V injuries of the spleen
differed highly signi�cantly from patients with AAST I injuries. (Figures 3c and d)

Kidney injuries were far more seldom; overall, 152 patients were analyzed; they were graded as 21
patients with AAST I, 36 patients with AAST II, 41 patients with AAST III, 48 patients with AAST IV, and 6
patients with AAST V injuries. Initial blood glucose levels rose highly signi�cant from 6.49 mmol/L (5.27 -
11.16 mmol/L) in patients with AAST I to 9.60 mmol/L (8.88 - 18.48 mmol/L) in patients with AAST V
injuries. There was no drop of median initial blood glucose in patients with AAST V injuries (Figure 4a).
Excluding patients with diabetes mellitus (n=3) resulted in similar results (Figure 4b). Excluding patients
with severe co-injuries (AIS 4-6, n=73) (Figure 4c) and, additionally, patients with diabetes mellitus (Figure
4d) demonstrated – due to less exceptions and outliers - more clearly that initial blood glucose rose
continuously with rising injury severity of the kidneys and blood losses. Blood glucose in patients with
AAST IV and AAST V injuries of the kidney differed highly signi�cantly from patients with AAST I injuries.
(Figures 4c and d)

Discussion
The results of this retrospective, single center trial demonstrated that stress hyperglycemia develops in
parallel to injury severity in patients with blunt spleen or kidney trauma. While consistent results were
obtained for blood glucose levels in blunt liver injuries up to AAST IV, stress hyperglycemia was
completely absent in the most severe cases (AAST V).

Over the last two decades, a vast number of publications have demonstrated the fundamental role of
stress hyperglycemia in critical injury [1–4] and diverse critical conditions [21–24]. Up to date, there has
been no consistency in de�ning blood glucose levels, wherefore this trial resigns from specifying any
threshold values for stress hyperglycemia.

Pathophysiological source of stress hyperglycemia seems to be a rampant hepatic glycogenolysis [9] but
also gluconeogenesis from lactate, free fatty acids, and alanine [7, 8, 25]. Decoupling of both processes
from physiological feedback mechanisms controlling glucose homeostasis is thought to be caused by
hepatic [11, 12, 26] and intensi�ed by muscular insulin resistance [27]. Hemorrhage is a potential
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multiplier of trauma associated stress hyperglycemia [5, 6], wherefore injuries of parenchymatous organs
like the liver, spleen or kidney are capable of triggering stress hyperglycemia amongst others due to blood
loss associated with increasing injury severity. With regards to the corresponding de�nitions of AAST
classi�ed injuries, active bleeding is included in AAST ≥ III injuries of the liver and kidney and AAST ≥ IV
injuries of the spleen [15, 16]. AAST V injuries of the liver are furthermore de�ned as major juxtahepatic
venous injury (vena cava, central major hepatic veins) or lacerations resulting in parenchymal disruption
of more than 75% of one hepatic lobe [15, 16]. Assuming the liver is the primary origin of stress
hyperglycemia, it seems clear that such destroying liver injuries, partially even resulting in
devascularization (in�ow or out�ow) can impede hepatic glucose liberation provoked by trauma or
hemorrhage, as demonstrated in this trial for the �rst time.

Surprisingly, besides one child, none of the surviving adults with AAST V hepatic injuries was in need of
any additional glucose administration to maintain blood glucose levels within physiological range. In
patients with initially low or very low (hypoglycemic) blood glucose levels, blood glucose levels recovered
spontaneously to typically increased blood glucose levels following severe trauma. Apparently, the
residual hepatic tissue was able to cover physiologic needs, but needed several hours to adopt.
Nevertheless, the relatively low blood glucose levels were of high diagnostic importance.

In the literature, the kidneys are also seen as relevant source of blood glucose production (up to 40% of
circulating blood glucose) following epinephrine stimulation [28, 29]. Although body’s own
catecholamines should be relevantly increased during severe hemorrhage as detected in AAST V liver
injuries in this study, blood glucose dropped in these patients and was not increased by renal glucose
delivery. Possible attempts of explanation may include insu�cient renal perfusion during hemorrhagic
shock or mere lack of time or substances (glutamine, glycerol, lactate) for su�cient renal glucose
production. In particular, circulating glutamine is mainly provided by the liver and therefore, in case of
AAST V injury of the liver, probably lacking.

This study did not differ among adults, children or diabetics. We did not �nd signi�cant differences
between adults and children probably due to the low median age of analyzed patients. Besides observed
outliers of high blood glucose levels, patients with diabetes mellitus had no relevant impact on our
results. We did not exclude them from analysis as we felt they realistically represent the expectable extent
of clinical settings.

Furthermore, we did not analyze lactatemia due to unreliability in initial laboratory results upon hospital
admission [6]. Lactatemia is in�uenced by circulation, production, metabolism and volume resuscitation
as well as administration (Ringer’s lactate), if applicable. Therefore, initial laboratory results may vary
fundamentally not always re�ecting severity of injury and hemorrhage, respectively.

In contrast, blood glucose levels upon hospital admission seem to be independent from pre-hospital �uid
and volume administration and a reliable, additional diagnostic tool for trauma patients [6] without
collinearity to vital or laboratory parameters commonly used upon initial trauma assessment. However, if
critically injured patients present with low blood glucose levels, questions should arise: besides most
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severe liver injuries, anti-diabetic drug overdose, alcohol abuse, severe hypothermia or any other reason
for limited liver function could be causative [13, 30, 31].

Pancreatic injuries were rare in this population. Merely eight patients suffered from concomitant
pancreatic injury: �ve pancreatic contusions treated conservatively and three pancreatic ruptures were in
need of surgical intervention. One segment resection, one surgical closure of the rupture and one
complete pancreas resection were performed. Severe pancreatic affection was mainly concomitant to
liver injuries. Blood glucose differed widely and independent to extent of pancreatic injury from 5.05 to
24.81 mmol/L. Based on the limited number of those affected, the authors could not conclude that
pancreatic injuries had relevant impact on initial blood glucose in this patient population.

Pre-hospital vital parameters were not su�ciently documented within the digitalized local hospital
information system during the initial decade of the study phase. Therefore, pursued calculation of trauma
scores was not possible. Further limitations of this study are the single center and retrospective design as
well as the low patient number in certain subgroups.

Nevertheless, this large database of patients with blunt hepatic, splenic, and renal injuries su�ciently
demonstrated signi�cant results, especially regarding median blood glucose drop in most severe liver
injuries (AAST V). Blood glucose levels should be part of diagnostic calculations, and also be considered
in differentiation between severe liver injuries (AAST IV vs. V).

Conclusions
Absence of stress hyperglycemia is a sign of most severe liver injury (AAST V) and should prompt
fundamental diagnostic and therapeutic procedures. Blood glucose should be considered as additional
diagnostic criterion in liver injury.

Declarations
Ethics approval and consent to participate

Approval for this prospective trial was obtained by the ethics committee of the Medical University of
Innsbruck (EK 1394/2020). All data used in this analysis were anonymised and thus the Ethical
Committee withdraw the requirement for patients or next of kin to consent to take part in the trial.

Consent for publication

The manuscript does NOT contain any patient’s personal data. Therefore, the authors state: “Not
applicable in this section”.

Availability of data and materials



Page 8/14

All data that support the �ndings of this study are available from the corresponding author upon
reasonable request.

Competing interests

The authors declare that they have no competing interests.

Funding

This research received no external funding.

Authors’ contributions

Conceptualization: J.K. and S.Sch.; methodology: J.K. and S.St.; validation: J.K, C.R. and S.Sch.; formal
analysis: J.K.; investigation and resources: M.F., F.P. and S.St.; radiology data investigation and curation:
D.M-H. and E.G.; data curation: J.K. and M.F.; writing—original draft preparation: J.K., M.F. and C.R.; writing
—review and editing: all authors; visualization: J.K.; supervision: J.K. and C.R.; project administration:
M.F.; All authors have read and agreed to the published version of the manuscript.

Acknowledgements

The authors Janett Kreutziger and Margot Fodor were equally contributing as �rst authors.

References
1. Mamtani M, Kulkarni H, Bihari S, Prakash S, Chavan S, Huckson S, Pilcher D. Degree of

Hyperglycemia Independently Associates With Hospital Mortality and Length of Stay in Critically Ill,
Nondiabetic Patients: Results From the ANZICS CORE Binational Registry. J Crit Care. 2020;55:149–
56.

2. Kreutziger J, Schmid S, Umlauf N, Ulmer H, Nijsten MW, Werner D, Schlechtriemen T, Lederer W.
Association between Blood Glucose and cardiac Rhythms during pre-hospital care of Trauma
Patients - a retrospective Analysis. Scand J Trauma Resusc Emerg Med. 2018;26:58.

3. Kreutziger J, Lederer W, Schmid S, Ulmer H, Wenzel V, Nijsten MW, Werner D, Schlechtriemen T. Blood
glucose concentrations in prehospital trauma patients with traumatic shock. Eur J Anaesthesiol.
2017;34:1–10.

4. Vogelzang M, Nijboer JM, van der Horst IC, Zijlstra F, ten Duis HJ, Nijsten MW. Hyperglycemia Has a
Stronger Relation With Outcome in Trauma Patients Than in Other Critically Ill Patients. J Trauma.
2006;60:873–77.

5. Xu J, Kim HT, Ma Y, Zhao L, Zhai L, Kokorina N, Wang P, Messina JS. Trauma and Hemorrhage-
Induced Acute Hepatic Insulin Resistance: Dominant Role of Tumor Necrosis Factor (TNF)-alpha.
Endocrinology. 2008;149:2369–82.



Page 9/14

�. Kreutziger J, Rafetseder A, Mathis S, Wenzel V, El Attal R, Schmid S. Admission blood glucose
predicted haemorrhagic shock in multiple trauma patients. Injury. 2015;46:15–20.

7. Chu CA, Sindelar DK, Neal DW, Cherrington AD. Portal adrenergic blockade does not inhibit the
gluconeogenetic effects of circulating chatecholamines on the liver. Metabolism. 1997;4:458–65.

�. Chu CA, Galassetti P, Igawa K, Sindelar AK, Neal DW, Burish M, Cherrington AD. Interaction of free
fatty acids and epinephrine in regulating hepatic glucose production in conscious dogs. Am J
Physiol Endocrinol Metab. 2003;284:291–301.

9. Hodis J, Kutinová-Canovà N, Potmĕšsil P, Kameníková L, Kmoníčková E, Zídek Z, Farghali H. The
Role of Adrenergic Agonists on Glycogenolysis in Rat Hepatocyte Cultures and Possible Involvement
of NO. Physiol Res. 2007;56:419–25.

10. Hotamisligil GS, Erbay E. Nutrient sensing and in�ammation in metabolic diseases. Nat Rev
Immunol. 2008;8:923–34.

11. McCowen KC, Ling PR, Ciccarone A, Mao Y, Chow JC, Bistrian BR, Smith RJ. Sustained endotoxemia
leads to marked down-regulation of early steps in the insulin-signaling cascade. Crit Care Med.
2001;29:839–46.

12. Li L, Thompson LH, Zhao L, Messina JL. Tissue Speci�c Difference in the Molecular Mechanisms for
the Development of Acute Insulin Resistance Following Injury. Endocrinology. 2009;150:24–32.

13. Wouters M, Posma RA, van der Weerd L, van Putten TS, Wendt KW, Nijsten MW. Incidence, causes
and consequences of early hypoglycaemia in severe trauma patients. Abstract presented at the
ESICM Paris 2013.

14. Skjelstad T, Sørensen MA, Nielsen EW. Alpine cross-country skier with energy depletion and reduced
consciousness. Tidsskr Nor Legeforen. 2017;137:289–92.

15. Moore EE, Shackford SR, Pachter HL, McAninch JW, Browner BD, Champion HR, Flint LM, Gennarelli
TA, Malangoni MA, Ramenofsky ML, Trafton PG. Organ injury scaling: spleen, liver, and kidney. J
Trauma. 1989;29:1664–66.

1�. Kozar RA, Crandall M, Shanmuganathan K, Zarzaur BL, Coburn M, Cribari C, Kaups K, Schuster K.
Tominaga GT and the AAST Patient Assessment Committee. Organ injury scaling 2018 update:
Spleen, liver, and kidney. J Trauma Acute Care Surg. 2018;85:1119–22.

17. Fodor M, Primavesi F, Morell-Hofert D, Kranebitter V, Palaver A, Braunwarth E, Haselbacher M, Nitsche
U, Schmid S, Blauth M, Gassner E, Öfner D, Stättner S. Non-operative management of blunt hepatic
and splenic injury: a time-trend and outcome analysis over a period of 17 years. World J Emerg Surg.
2019;14:29.

1�. Morell-Hofert D, Primavesi F, Fodor M, Gassner E, Kranebitter V, Braunwarth E, Haselbacher M, Nitsche
UP, Schmid S, Blauth M, Öfner D, Stättner S. Validation of the revized 2018 AAST-OIS classi�cation
and the CT severity index for prediction of operative management and survival in patients with blunt
spleen and liver injuries. Eur Radiol. 2020;30:6570–81.

19. Abajas Bustillo R, Leal Costa C, Ortego Mate MDC, Zonfrillo MR, Seguí Gómez M, Durá Ros MJ.
Classi�cation of the severe trauma patient with the Abbreviated Injury Scale: degree of correlation



Page 10/14

between versions 98 and 2005 (2008 update). Emergencias. 2018;30:41–4.

20. Baker SP, O’Neill B, Haddon W Jr, Long WB. The injury severity score: a method for describing
patients with multiple injuries and evaluating emergency care. J Trauma. 1974;14:187–96.

21. Bilotta F, Caramia R, Paoloni FP, Del�ni R, Rosa G. Safety and E�cacy of Intensive Insulin Therapy in
Critical Neurosurgical Patients. Anesthesiology. 2009;110:611–9.

22. Capes SE, Hunt D, Mamberg K, Pathak P, Gerstein HC. Stress Hyperglycemia and Prognosis of Stroke
in Nondiabetic and Diabetic Patients: A Systematic Overview. Stroke. 2001;32:2426–32.

23. Capes SE, Hunt D, Malmberg K, Gerstein HC. Stress Hyperglycaemia and Increased Risk of Death
After Myocardial Infarction in Patients With and Without Diabetes: A Systematic Overview. Lancet.
2000;355(9206):773–8.

24. Van den Berghe G, Wilmger A, Hermans G, Meersseman W, Wouters PJ, Milants I, Van Wijngaerden E,
Bobbaers H, Bouillon R. Intensive Insulin Therapy in the Medical ICU. N Engl J Med. 2006;354:449–
61.

25. Stumvoll M, Meyer C, Perriello G, Kreider M, Welle S, Gerich J. Human Kidney and Liver
Gluconeogenesis: Evidence for organ substrate selectivity. Am J Physiol. 1998;274:E817-26.

2�. Leclercq IA, Da Silva Morais A, Schroyen B, Van Hul N, Geerts A. Insulin resistance in hepatocytes and
sinusoidal liver cells: mechanisms and consequneces. J Hepatol. 2007;47:142–56.

27. Thompson LH, Kim HT, Kokorina NA, Mesina JL. Acute muscle-type speci�c insulin resistance
following injury. Mol Med. 2008;11–12:715–23.

2�. Stumvoll M, Chintalapudi U, Perriello G, Welle S, Gutierrez O, Gerich J. Uptake and release of glucose
by the human kidney. Postabsorptive rates and responses to epinephrine. J Clin Invest.
1995;96:2528–33.

29. Meyer C, Stumvoll M, Welle S, Woerle HJ, Haymond M, Gerich J. Relative importance of liver, kidney,
and substrates in epinephrine-induced increased gluconeogenesis in humans. Am J Physiol
Endocrinol Metab. 2003;285:E819-26.

30. Frank SM, Fleisher LA, Olson KF, Gorman RB, Higgins MS, Breslow MK, Sitzmann JV, Beattie C.
Multivariate determinats of early postoperative oxygen consumption in elderly patients. Effects of
shivering, body temperature, and gender. Anesthesiology. 1995;83:241–9.

31. Chen JH, Michiue T, Inamori-Kawamoto O, Ikeda S, Ishikawa T, Maeda H. Comprehensive
investigation of postmortem glucose levels in blood and body �uids with regard to the cause of
death in forensic autopsy cases. Leg med (Tokyo). 2015;17:475–82.

Tables
Table 1: Study population characteristic



Page 11/14

  median/number range/percent

age 29 1-89

female/male 238 / 534 30.8 / 69.2

deceased 26 3.4

hospital length of stay (d) 13 0 – 112

blood glucose (mmol/L) 1 7.16 2.33 - 27.191

ISS2 21 1 - 75

1 measured within �rst hour following admission; 2 Injury severity score [18]

Figures

Figure 1
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CONSORT �ow diagram of patient population

Figure 2

Rising Blood glucose levels in parallel to severity of liver injury. Outliers of very high blood glucose levels
in less severe injuries (AAST I-III) were found in patients with diabetic mellitus disease. AAST American
Association for the Surgery of Trauma [15,16]
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Figure 3

Rising blood glucose levels in parallel to injury severity in splenic injuries. Outliers of very high blood
glucose levels in less severe injuries (AAST I-III) were found in patients with diabetic mellitus disease.
AAST American Association for the Surgery of Trauma [15,16]
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Figure 4

Rising blood glucose levels in parallel to injury severity in renal injuries. Outliers of very high blood
glucose levels in less severe injuries (AAST I-III) were found in patients with diabetic mellitus disease.
AAST American Association for the Surgery of Trauma [15,16]
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