
To the Editor,  

I read the article titled “The Effect of White Blood Cell and 
Platelet Values on Mortality in Patients with Abdominal 
Aortic Aneurysm” published in the fifth volume and second 
issue of your journal with great interest (1). Platelet level is a 
parameter that is often overlooked in the emergency 
department (ED). I congratulate the authors for the article 
investigating the usability of platelet level, an important 
hematological parameter, in abdominal aortic aneurysm 
cases who underwent open or endovascular repair. To 
emphasize the importance of platelet level in the emergency 
department, I would like to talk about its use in critically ill 
patients. Platelet levels serve as crucial indicators in the 
management of patients presenting to the ED. As frontline 
healthcare providers assess and triage patients in the ED, 
rapid evaluation of platelet counts aids in the timely 
identification of individuals at risk of bleeding or coagulation 
disorders. Thrombocytopenia, defined as a platelet count 
below the normal range of 150 × 109/L, can signal underlying 
pathologies such as sepsis, trauma, or medication-related 
adverse effects, all of which may necessitate urgent medical 
intervention. Additionally, monitoring platelet levels during 
the patient’s ED stay enables clinicians to gauge the severity 
of thrombocytopenia and tailor treatment strategies 
accordingly (2,3). In cases of severe thrombocytopenia or 
active bleeding, platelet transfusions may be considered to 
mitigate the risk of hemorrhage and restore hemostasis. 
However, the decision to transfuse platelets should be based 
on clinical judgment, considering the patient’s overall 
condition, bleeding risk, and underlying etiology of 
thrombocytopenia (4,5). Serial monitoring of platelet counts 
throughout the patient’s ED course is essential for assessing 
treatment response and guiding further management 
decisions. By integrating platelet levels into the diagnostic 
and therapeutic algorithms of the ED, healthcare providers 

can optimize patient care and improve outcomes in a timely 
and effective manner (6,7). Platelet levels are of paramount 
importance in the assessment and management of trauma 
patients, given their pivotal role in hemostasis and 
coagulation. When a patient sustains traumatic injuries, the 
body initiates a complex cascade of physiological responses 
to staunch bleeding and restore hemostasis. Platelets are the 
primary cellular component responsible for forming blood 
clots and sealing off damaged blood vessels, thus preventing 
excessive blood loss. Consequently, upon admission to the 
emergency department, evaluating the patient’s platelet 
count is crucial in identifying individuals at risk of 
hemorrhage or coagulopathy. Thrombocytopenia, 
characterized by a platelet count below the normal range of 
150 × 10^9/L, may signify underlying coagulopathies or 
ongoing bleeding, necessitating prompt intervention to 
mitigate potential complications (8,9). Moreover, serial 
monitoring of platelet counts throughout the patient’s 
hospitalization is indispensable for assessing the efficacy of 
hemostatic interventions and predicting clinical outcomes. 
Changes in platelet levels over time can provide valuable 
insights into the patient’s response to treatment and help 
clinicians make informed decisions regarding transfusion 
therapy, surgical interventions, or adjustments to 
pharmacological management (9,10). Elevated or declining 
platelet levels may serve as early indicators of evolving 
clinical conditions, such as persistent hemorrhage, sepsis-
related coagulopathies, or disseminated intravascular 
coagulation (DIC), prompting timely intervention to optimize 
patient care and improve outcomes. In summary, platelet 
levels serve as a critical biomarker in the comprehensive 
evaluation and ongoing management of trauma patients, 
underscoring the importance of vigilant monitoring and 
timely intervention in ensuring favorable clinical outcomes 
(11). Sepsis is a life-threatening condition characterized by a 
dysregulated host response to infection, leading to organ 
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dysfunction. Thrombocytopenia is a common hematological 
abnormality observed in patients with sepsis and plays a 
significant role in the pathophysiology and clinical course of 
the disease. Thrombocytopenia in sepsis can result from 
multiple mechanisms, including increased platelet 
consumption, impaired platelet production, and enhanced 
platelet destruction (12). The pathogenesis of 
thrombocytopenia in sepsis is multifactorial and complex. 
Endothelial activation and damage, systemic inflammation, 
and dysregulation of the coagulation cascade contribute to 
the development of thrombocytopenia by promoting platelet 
aggregation, sequestration, and clearance. Additionally, the 
release of pro-inflammatory cytokines, such as tumor 
necrosis factor-alpha and interleukin-6, can directly suppress 
megakaryocyte function and impair platelet production in 
the bone marrow (13,14). Thrombocytopenia in sepsis is 
associated with adverse clinical outcomes, including 
increased mortality, longer hospital stays, and higher rates of 
organ dysfunction. The severity of thrombocytopenia often 
correlates with the severity of sepsis and serves as a 
prognostic marker for disease progression and outcome (15-
17). Patients with severe thrombocytopenia are at greater 
risk of developing complications such as bleeding diathesis, 
DIC, and multi-organ failure (18). Management of 
thrombocytopenia in sepsis focuses on addressing the 
underlying infection, controlling systemic inflammation, 
and supporting hemostasis. Platelet transfusion may be 
considered in patients with severe thrombocytopenia and 
active bleeding or in those undergoing invasive procedures 
with a high risk of bleeding. However, the decision to 
transfuse platelets should be individualized based on the 
patient’s clinical status, bleeding risk, and platelet count 
trend (19,20). Lastly, thrombocytopenia is a common 
hematological manifestation of sepsis, reflecting the complex 
interplay between inflammation, coagulation, and endothelial 
dysfunction. Understanding the underlying mechanisms of 
thrombocytopenia in sepsis is crucial for guiding clinical 
management and improving patient outcomes in this high-
risk population. Thrombotic Thrombocytopenic Purpura 
(TTP) is characterized by thrombocytopenia, 
microangiopathic hemolytic anemia, and microvascular 
thrombosis, which can lead to organ damage and systemic 
complications. Platelet levels play a critical role in the 
diagnosis and monitoring of TTP. Measurement of platelet 
counts is essential in the initial evaluation of suspected TTP, 
as thrombocytopenia is a hallmark feature of the disease. A 
rapid decline in platelet counts, often accompanied by 
schistocytes on peripheral blood smear, raises suspicion for 
TTP and warrants further investigation (21-23). Additionally, 
monitoring platelet levels during treatment is crucial for 
assessing disease response and guiding therapeutic 
interventions. Platelet counts serve as an important marker 
of disease activity, with an increase indicating treatment 
efficacy and a decrease suggesting disease exacerbation or 

relapse (24). Therefore, serial monitoring of platelet levels is 
integral in the management of TTP, allowing clinicians to 
optimize treatment strategies and monitor patient outcomes 
effectively. Hemolytic Uremic Syndrome (HUS) is 
characterized by microangiopathic hemolytic anemia, 
thrombocytopenia, and acute renal failure, often triggered by 
infection with Shiga toxin-producing Escherichia coli or 
other pathogens. Platelet levels play a crucial role in the 
diagnosis and management of HUS (25,26). 
Thrombocytopenia is a hallmark feature of HUS, reflecting 
the widespread microvascular thrombosis and platelet 
consumption observed in the disease. Measurement of 
platelet counts is essential in the initial evaluation of 
suspected HUS, as a rapid decline in platelet levels, along 
with other clinical and laboratory findings such as hemolytic 
anemia and renal impairment, raises suspicion for the 
diagnosis. Monitoring platelet levels during the disease is 
critical for assessing response to treatment and predicting 
clinical outcomes. Serial monitoring of platelet counts allows 
clinicians to adjust therapeutic interventions as needed and 
monitor for complications such as hemorrhage or thrombosis 
(27). Therefore, platelet levels serve as a valuable marker in 
the diagnosis, monitoring, and management of HUS, guiding 
clinical decision-making and optimizing patient care. In 
conclusion, the assessment and management of platelet 
levels play a vital role in emergency medicine, particularly in 
the diagnosis and monitoring of various critical conditions 
such as trauma, sepsis, TTP, and HUS. Thrombocytopenia 
serves as a crucial indicator for identifying patients at risk of 
bleeding or coagulation disorders, guiding treatment 
decisions, and predicting clinical outcomes. By integrating 
platelet monitoring into the diagnostic and therapeutic 
algorithms of emergency care, healthcare providers can 
optimize patient management, improve outcomes, and 
enhance the overall quality of emergency medical services.

References

1. Demirel ME, Kormaz UTK, Çetin Ö, Güldal H, Boğan M. The 
effect of white blood cell and platelet values on mortality 
in patients with abdominal aortic aneurysm. Eurasian j Crit 
Care. 2023;5(2):56-62. doi:10.55994/ejcc.1323023.

2. Algın A, Özdemir S, Arslan E, Özkan A. Investigating the 
association between various platelet indices and different 
clinical sub-groups of severe malaria. Malawi Med J. 2023 
Mar;35(1):3-8. doi: 10.4314/mmj.v35i1.2.

3. Algın A, Özdemir S. Evaluation of The Predictability of 
Platelet Mass Index for Short-Term Mortality in Patients with 
COVID 19: A Retrospective Cohort Study. J Contemp Med. 
September 2021;11(5):728-733. doi:10.16899/jcm.973825.

4. Blajchman MA, Slichter SJ, Heddle NM, Murphy MF. New 
strategies for the optimal use of platelet transfusions. 
Hematology Am Soc Hematol Educ Program. 2008:198-204. 
doi: 10.1182/asheducation-2008.1.198.



The Role of Platelet Levels in Emergency Department Assessment 87Eurasian Journal of Critical Care. 2024;6(2): 85-87

5. Zitek T, Weber L, Pinzon D, Warren N. Assessment and 
Management of Immune Thrombocytopenia (ITP) in the 
Emergency Department: Current Perspectives. Open Access 
Emerg Med. 2022 Jan 29;14:25-34. doi: 10.2147/OAEM.
S331675.

6. Orak M, Karakoç Y, Ustundag M, Yildirim Y, Celen MK, Güloglu 
C. An investigation of the effects of the mean platelet volume, 
platelet distribution width, platelet/lymphocyte ratio, and 
platelet counts on mortality in patents with sepsis who 
applied to the emergency department. Niger J Clin Pract. 
2018 May;21(5):667-671. doi: 10.4103/njcp.njcp_44_17.

7. Davenport RA, Brohi K. Coagulopathy in trauma patients: 
importance of thrombocyte function? Curr Opin Anaesthesiol. 
2009 Apr;22(2):261-6. doi: 10.1097/ACO.0b013e328325a6d9.

8. Periayah MH, Halim AS, Mat Saad AZ. Mechanism Action 
of Platelets and Crucial Blood Coagulation Pathways in 
Hemostasis. Int J Hematol Oncol Stem Cell Res. 2017 Oct 
1;11(4):319-327.

9. Kutcher ME, Redick BJ, McCreery RC, et al. Characterization of 
platelet dysfunction after trauma. J Trauma Acute Care Surg. 
2012 Jul;73(1):13-9. doi: 10.1097/TA.0b013e318256deab.

10. Hanes SD, Quarles DA, Boucher BA. Incidence and risk 
factors of thrombocytopenia in critically ill trauma 
patients. Ann Pharmacother. 1997 Mar;31(3):285-9. doi: 
10.1177/106002809703100302.

11. Brown LM, Call MS, Margaret Knudson M, et al. A normal 
platelet count may not be enough: the impact of admission 
platelet count on mortality and transfusion in severely 
injured trauma patients. J Trauma. 2011 Aug;71(2 Suppl 
3):S337-42. doi: 10.1097/TA.0b013e318227f67c.
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