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Abstract: Trauma-induced coagulopathy (TIC) is increasingly recognized as an early, endogenous, 
and pathophysiologically complex response to hemorrhagic shock, frequently preceding overt 
hypotension and clinical deterioration. Despite substantial advances in trauma systems, the timely 
identification of patients who will require massive transfusion remains a major determinant of 
survival. The Shock Index (SI), defined as the ratio of heart rate to systolic blood pressure, has 
emerged as a practical and physiologically grounded marker capable of identifying occult hy-
poperfusion during the compensated phase of shock. This perspective provides an in-depth dis-
cussion of SI thresholds, integration with bedside imaging, contemporary hemostatic resuscitation 
strategies, and the evolving role of machine learning–based decision support. Particular emphasis 
is placed on real-world clinical implementation across heterogeneous healthcare systems, includ-
ing low-resource environments. 

Keywords: Shock Index; Massive Transfusion; Trauma. 
 

1. Introduction 
The Shock Index (SI), defined as the ratio of heart rate to systolic blood pressure, has 

gained renewed interest as a simple yet integrative physiological marker capable of 
unmasking early circulatory compromise. Unlike isolated vital signs, SI reflects the dy-
namic interaction between cardiovascular compensation and circulatory failure. Large 
observational cohorts and meta-analyses have demonstrated that SI values ≥0.9 are con-
sistently associated with increased mortality, need for massive transfusion, intensive care 
unit admission, and operative intervention [1-3]. Importantly, higher thresholds (≥1.1) 
appear to identify a subgroup at particularly high risk of rapid decompensation. 

The concept of "occult shock" has emerged to describe a state in which global per-
fusion is already compromised despite apparently acceptable vital signs. Multiple stud-
ies have shown that patients may maintain normotension through intense sympathetic 
compensation while simultaneously progressing toward endothelial injury, microcircu-
latory collapse, and coagulopathy [4-5]. In this context, reliance on systolic blood pres-
sure alone is insufficient and potentially dangerous. Early identification of this compen-

Citation: Rocha LFR, Rosati APM, 
Rosati ALM, Rocha FMS. Shock 
Index, FAST, and Hemostatic Resus-
citation in Trauma-Induced Coag-
ulopathy: Physiological Thresholds, 
Occult Shock, and Contemporary 
Decision-Making. Brazilian Journal 
of Clinical Medicine and Review. 
2026:Jan-Dec;04(1):bjcmr55. 

https://doi.org/10.52600/2763-58
3X.bjcmr.2026.4.1.bjcm55 

Received: 13 January 2026 
Accepted: 12 February 2026 
Published: 5 March 2026 

 

 
Copyright: This work is licensed 
under a Creative Commons 
Attribution 4.0 International 
License (CC BY 4.0). 

http://creativecommons.org/licenses/by/4.0/
http://creativecommons.org/licenses/by/4.0/
http://creativecommons.org/licenses/by/4.0/


Shock Index, FAST, and Hemostatic Resuscitation in Trauma-Induced Coagulopathy: Physiological Thresholds, Occult Shock, and Contemporary 2 of 5 
  

 

sated phase is therefore central to preventing progression to irreversible shock and es-
tablished TIC. 

Trauma-induced coagulopathy (TIC) is now recognized as an early, endogenous, 
and prognostically decisive phenomenon rather than a late consequence of hemorrhage 
or iatrogenic resuscitation. Contemporary trauma literature consistently demonstrates 
that TIC develops within minutes of injury and is independently associated with in-
creased mortality, transfusion requirements, organ failure, and resource utilization 
[2,6-7]. Despite this recognition, many trauma systems continue to rely on late physio-
logical markers, most notably sustained hypotension, to trigger aggressive hemorrhage 
control and massive transfusion protocols (MTPs). This delay represents a fundamental 
mismatch between modern pathophysiology and outdated clinical thresholds. 

Parallel to advances in physiological monitoring, bedside imaging, particularly fo-
cused assessment with sonography in trauma (FAST) and extended FAST (eFAST), has 
become a cornerstone of early trauma evaluation. When interpreted in isolation, FAST 
findings may lack sensitivity in stable patients; however, when integrated with physio-
logical markers such as SI, ultrasound gains decision-making power by contextualizing 
anatomical findings within real-time perfusion status [8-9]. This integrated approach 
aligns with damage control principles by prioritizing rapid hemorrhage control while 
avoiding unnecessary delays. 

The present manuscript is intentionally framed as a perspective and narrative syn-
thesis rather than a systematic review. Its objective is not to exhaustively catalog all 
available evidence, but to critically examine how the integration of SI, bedside imaging, 
and emerging data-driven tools can improve early decision-making for hemorrhagic 
shock and TIC, particularly within heterogeneous and resource-constrained trauma sys-
tems such as those found in Brazil and other middle-income countries. 

2. Materials and Methods 
This manuscript is structured as a narrative perspective informed by a comprehen-

sive review of the literature published between 2010 and 2025. Electronic databases in-
cluding PubMed, Scopus, and SciELO were searched using combinations of the terms 
'Shock Index', 'trauma', 'massive transfusion', 'hemorrhagic shock', and 'trauma-induced 
coagulopathy'. Rather than pursuing a systematic synthesis, the objective was to con-
textualize high-quality evidence within the practical realities of trauma care. Priority was 
given to studies addressing physiological thresholds, bedside applicability, outcomes, 
and emerging predictive technologies. This approach is consistent with the intent of a 
Perspective article, which aims to integrate evidence with expert clinical insight rather 
than exhaustively catalog all available studies. 

3. Discussion 
Looking forward, the integration of SI into machine learning frameworks represents 

a logical evolution rather than a technological leap. Predictive models incorporating SI 
alongside lactate, hemoglobin trends, and ultrasound findings have demonstrated supe-
rior discrimination for massive transfusion and mortality compared with human as-
sessment alone [10]. Importantly, these tools should be conceptualized as deci-
sion-support systems rather than autonomous decision-makers, particularly in settings 
with limited digital infrastructure. 

Hemostatic resuscitation strategies have evolved beyond fixed transfusion ratios. 
While 1:1:1 plasma, platelets, and red blood cells remain a practical default in many set-
tings, viscoelastic assays such as thromboelastography (TEG) and rotational thromboe-
lastometry (ROTEM) offer goal-directed alternatives that may reduce product utilization 
and complications where available [11]. In resource-limited environments, SI and ultra-
sound serve as low-cost surrogates to guide early balanced resuscitation until advanced 
diagnostics are accessible. 
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Adjunctive therapies must also be time-sensitive. Evidence from the CRASH-3 trial 
and subsequent analyses supports administration of tranexamic acid within the first 3 
hours after injury, with maximal benefit observed when given within the first hour [12]. 
For public healthcare systems, this reinforces the importance of protocolized early TXA 
use guided by physiological risk rather than confirmed hemorrhage alone. 

At the molecular level, TIC is increasingly understood as a consequence of endothe-
lial glycocalyx disruption and dysregulated activation of the protein C pathway. Hy-
poperfusion triggers shedding of the glycocalyx, loss of anticoagulant surface regulation, 
and systemic anticoagulation, fibrinolysis, and platelet dysfunction [6,13]. Recognition of 
this early biology reinforces the need for rapid physiological triggers rather than delayed 
laboratory confirmation. 

The relationship between physiological instability and imaging strategy remains a 
frequent source of controversy. While concerns persist that computed tomography may 
delay life-saving intervention, modern whole-body CT (WBCT) protocols can often be 
completed within minutes and provide unparalleled diagnostic precision in hemody-
namically stable or transient responder patients [14]. In this context, relative hemody-
namic stability should be defined not by static blood pressure values but by sustained 
response to minimal resuscitation without escalating vasopressor or transfusion re-
quirements. Patients with SI persistently ≥1.1 despite initial resuscitation should gener-
ally bypass CT in favor of operative or endovascular hemorrhage control. 

Clinical decision-making based on SI must, however, account for important limita-
tions. Elderly patients, individuals receiving beta-blockers, and those with autonomic 
dysfunction may exhibit blunted tachycardic responses, leading to falsely reassuring SI 
values [1]. In these populations, trend analysis, adjunctive markers such as lactate and 
base deficit, and close integration with imaging findings become essential. Rather than 
disqualifying SI, these limitations underscore the need for multimodal interpretation. 

The early identification of patients at risk for trauma-induced coagulopathy hinges 
on recognizing physiological decompensation before the onset of overt hypotension. In 
this regard, the Shock Index has emerged as a pragmatic surrogate for global circulatory 
stress. Multiple studies suggest that an SI threshold ≥0.9 should be interpreted as a 
warning signal for occult shock, whereas values ≥1.1 correlate strongly with massive 
transfusion requirements, early mortality, and failure of nonoperative strategies [2-3]. 
These thresholds should not be viewed as rigid triggers, but as dynamic risk strata that 
inform escalating diagnostic and therapeutic intensity. 

From an evidence synthesis standpoint, recent meta-analytical data reinforce the 
clinical utility of SI for predicting massive transfusion and mortality. In particular, con-
temporary systematic reviews report consistent discriminatory performance across het-
erogeneous trauma populations, supporting SI as a pragmatic component of early MTP 
activation rather than a standalone decision-maker [15]. More recent observational work 
has also evaluated SI in penetrating mechanisms and alternative transfusion thresholds 
such as the Critical Administration Threshold, highlighting that physiologic triggers 
must be interpreted alongside mechanism, injury pattern, and the trajectory of response 
to resuscitation [16]. These findings strengthen the rationale for using SI in a tiered 
pathway that integrates bedside ultrasound, rapid laboratory surrogates, and early 
hemorrhage control strategies. 

4. Conclusion 
Trauma-induced coagulopathy is an early, dynamic phenomenon driven by tissue 

injury and hypoperfusion, with clinically meaningful consequences well before overt 
hypotension. In practical terms, the priority is to identify occult shock early enough to 
initiate hemorrhage control and hemostatic resuscitation while the patient is still physi-
ologically salvageable [6,17]. Within this time-critical window, the Shock Index provides 
a rapid, bedside-available signal of compensatory stress that can be operationalized in 
protocols and embedded into digital decision support. For implementation, we propose 
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interpreting SI as a graded risk marker. SI ≥ 0.9 should prompt early escalation, blood 
bank notification, preparation for balanced transfusion, and accelerated imaging, 
whereas persistent SI ≥ 1.1 despite initial resuscitation should favor immediate activation 
of massive transfusion protocols and expedited hemorrhage control, bypassing delays 
that add little diagnostic value [3,15]. This framework must explicitly recognize popula-
tions in which SI underperforms (older age, beta-blockade, autonomic dysfunction), us-
ing adjuncts such as lactate/base deficit and close integration with FAST/WBCT decision 
pathways. 

Hemostatic resuscitation should be aligned with contemporary evidence: prompt 
tranexamic acid administration within the earliest feasible window, balanced blood 
product strategies, and, where available, viscoelastic testing to individualize therapy and 
reduce avoidable product exposure [12,18]. In systems with constrained resources, SI and 
point-of-care ultrasound remain low-cost anchors for standardization, helping reduce 
cognitive bias and inter-provider variability while preserving diagnostic precision 
through clear criteria for ‘relative hemodynamic stability’ and appropriate CT utilization. 

Finally, the next step is not to repeatedly re-validate SI, but to refine how it is used: 
as a dynamic trend variable within integrated clinical pathways and machine learn-
ing–assisted decision-support tools. Recent work demonstrates that models combining 
admission hemodynamics (including SI) with readily available clinical features can im-
prove early prediction of MTP activation and hemorrhage control needs, while compar-
ative studies highlight the potential of ML to complement clinician judgment in 
high-tempo environments [19-20]. In this perspective, the Shock Index serves both as a 
timeless bedside metric and as a foundational feature for scalable, equitable, and da-
ta-informed trauma care. 

Funding: None. 

Research Ethics Committee Approval: None. 

Acknowledgments: None. 

Conflicts of Interest: The authors declare no conflict of interest. 

Supplementary Materials: None. 

References 
1. Rau CS, Wu SC, Kuo PJ, Chen YC, Chien PC, Hsieh HY, et al. Prediction of massive transfusion in trauma pa-tients with shock 

index, modified shock index, and age shock index. Int J Environ Res Public Health. 2016;13(7):683. doi:10.3390/ijerph13070683. 
2. Cannon JW. Hemorrhagic shock. N Engl J Med. 2018 Jan 25;378(4):370-379. doi:10.1056/NEJMra1705649. 
3. Olaussen A, Blackburn T, Mitra B, Fitzgerald M. Shock index for prediction of critical bleeding post-trauma: a sys-tematic 

review. Emerg Med Australas. 2014 Jun;26(3):223-228. doi:10.1111/1742-6723.12232. 
4. Netherton S, Milenkovic V, Taylor M, Davis PJ. Diagnostic accuracy of eFAST in the trauma patient: a systematic review and 

meta-analysis. CJEM. 2019;21(6):727-738. doi:10.1017/cem.2019.381. 
5. Moore EE, Moore HB, Kornblith LZ, Neal MD, Hoffman M, Mutch NJ, et al. Trauma-induced coagulopathy. Nat Rev Dis 

Primers. 2021;7(1):30. doi:10.1038/s41572-021-00264-3. 
6. Brohi K, Cohen MJ, Davenport RA. Acute coagulopathy of trauma: mechanism, identification and effect. Curr Opin Crit Care. 

2007 Dec;13(6):680-685. doi:10.1097/MCC.0b013e3282f1e78f. 
7. Davenport R, Khan S. Management of major trauma haemorrhage: treatment priorities and controversies. Br J Haematol. 2011 

Dec;155(5):537-548. doi:10.1111/j.1365-2141.2011.08885.x. 
8. Chapman MP, Moore EE, Moore HB, Gonzalez E, Gamboni F, Chandler JG, et al. Fibrinolysis greater than 3% is the critical 

value for initiation of antifibrinolytic therapy. J Trauma Acute Care Surg. 2013 Dec;75(6):961-967. 
doi:10.1097/TA.0b013e3182aa9c9f. 

9. Bella FM, Poggiali E, Tercier S, Neri L, Zech A, Vendrell JF, et al. Extended focused assessment with sonography for trauma 
(eFAST): diagnostic reliability, pitfalls, and clinical integration. J Clin Med. 2025;14(10):3457. doi:10.3390/jcm14103457. 

10. Peng HT, Siddiqui M, Rhind SG, Beckett A, Pinto R. Artificial intelligence and machine learning for hemorrhag-ic trauma care. 
Mil Med Res. 2023;10(1):10. doi:10.1186/s40779-023-00444-0. 

11. Holcomb JB, Tilley BC, Baraniuk S, Fox EE, Wade CE, Podbielski JM, et al. Transfusion of plasma, platelets, and red blood cells 
in a 1:1:1 vs a 1:1:2 ratio and mortality in patients with severe trauma: the PROPPR randomized clin-ical trial. JAMA. 2015 Feb 
3;313(5):471-482. doi:10.1001/jama.2015.12. 



Shock Index, FAST, and Hemostatic Resuscitation in Trauma-Induced Coagulopathy: Physiological Thresholds, Occult Shock, and Contemporary 5 of 5 
  

 

12. 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 Nov 
9;394(10210):1713-1723. doi:10.1016/S0140-6736(19)32233-0. 

13. Oyeniyi BT, Fox EE, Scerbo M, Tomasek JS, Wade CE, Holcomb JB, et al. Trends in 1029 trauma deaths at a level 1 trauma 
center: impact of a bleeding control bundle of care. Injury. 2017 Jan;48(1):5-12. doi:10.1016/j.injury.2016.10.037. 

14. Ordoñez CA, Badiel M, Pino LF, Salcedo A, Orlas CP, Parra MW, et al. Whole-body computed tomography is safe, effective 
and efficient in the severely injured hemodynamically unstable trauma patient. Colomb Med (Cali). 2020 Dec 
30;51(4):e4054362. doi:10.25100/cm.v51i4.4362. 

15. Carsetti A, Antolini R, Casarotta E, Damiani E, Gasparri F, Marini B, et al. Shock index as predictor of massive transfusion and 
mortality in patients with trauma: a systematic review and meta-analysis. Crit Care. 2023;27:85. 
doi:10.1186/s13054-023-04386-w. 

16. Barbosa Rengifo MM, Garcia AF, Gonzalez-Hada A, Mejia NJ. Evaluating the Shock Index, Revised Assessment of Bleeding 
and Transfusion (RABT), Assessment of Blood Consumption (ABC) and novel PTTrauma score to predict critical transfusion 
threshold (CAT) in penetrating thoracic trauma. Sci Rep. 2024 Jun 11;14(1):13395. doi:10.1038/s41598-024-62579-x. 

17. Schöchl H, Schmitt FCF, Maegele M. Pathophysiology of trauma-induced coagulopathy. Hamostaseologie. 2024;44(1):31-39. 
doi:10.1055/a-2215-8936. 

18. Meizoso JP, Dudaryk R, Mulder MB, Ray JJ, Karcutskie CA, Eidelson SA, Namias N, Schulman CI, Proctor KG. Increased risk 
of fibrinolysis shutdown among severely injured trauma patients receiving tranexamic acid. J Trauma Acute Care Surg. 2018 
Mar;84(3):426-432. doi:10.1097/TA.0000000000001792. 

19. El-Menyar A, Naduvilekandy M, Asim M, Rizoli S, Al-Thani H. Machine learning models predict triage levels, massive 
transfusion protocol activation, and mortality in trauma utilizing patients hemodynamics on admission. Comput Biol Med. 
2024;173:108880. doi:10.1016/j.compbiomed.2024.108880. 

20. Gauss T, Quintard H, Bijok B, et al. Comparison of machine learning and human prediction to identify trauma patients in need 
of hemorrhage control resuscitation (ShockMatrix study): a prospective observational study. Lancet Reg Health Eur. 
2025;55:101340. doi:10.1016/j.lanepe.2025.101340. 


