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ABSTRACT

Aims: COVID-19-associated coagulopathy (CAC) is a critical complication contributing to mortality in critically ill patients.
The prognostic utility of established scoring systems like Sepsis-Induced Coagulopathy (SIC) and Disseminated Intravascular
Coagulation (DIC) in this specific context requires further elucidation. This study aimed to determine the incidence, associated
risk factors, and mortality impact of CAC in intensive care unit (ICU) patients, and to evaluate the predictive performance of
SIC and DIC scores.

Methods: A single-center, retrospective cohort study was conducted on 320 consecutive COVID-19 patients admitted to the
ICU between March 2020 and December 2021. Coagulopathy was defined as a DIC score 25 or SIC score >4 at any point
during ICU stay. Demographic, clinical, and laboratory data were analyzed. Predictive values for mortality were assessed using
receiver operating characteristic (ROC) curve analysis.

Results: The incidence of CAC was 39.1% (n=125). Patients with coagulopathy had significantly lower platelet counts and
elevated PT, APTT, INR, D-dimer, ferritin, CRP, creatinine, LDH, and IL-6 levels on admission (all p<0.05). Mortality was
markedly higher in the coagulopathy group (79.8% vs. 42.4%, p<0.001). A strong positive correlation was found between DIC
and SIC scores at all time points (Day 1: r=0.434; Day 7: r=0.524; Day 14: r=0.686; all p<0.001). Both scores were significant
predictors of mortality; the DIC score demonstrated a superior predictive ability with an area under the curve (AUC) of 0.85
(95% CI: 0.79-0.90), compared to an AUC of 0.81 (95% CI: 0.75-0.87) for the SIC score.

Conclusion: CAC is prevalent in critically ill COVID-19 patients and is independently associated with a near-doubling of
mortality risk. The DIC and SIC scores are valuable, correlated tools for risk stratification, with the DIC score showing a stronger
predictive value for mortality. These findings underscore the necessity of early identification and aggressive, individualized
management of coagulopathy in this patient population.

Keywords: COVID-19, coagulopathy, disseminated intravascular coagulation, sepsis-induced coagulopathy, intensive care,
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INTRODUCTION

COVID-19 is recognized not only as a respiratory tract
infection but also as a systemic disease with multisystemic
effects. One of its most significant complications, COVID-

prognostic value of CAC, specifically evaluating the utility of SIC
and DIC scores, in a cohort of critically ill COVID-19 patients.

19-associated coagulopathy (CAC), substantially increases METHODS
mortality.! Studies indicate that thrombocytopenia,
elevated D-dimer, and fibrinolytic imbalances serve as key  pipics

biomarkers of CAC.? The Sepsis-Induced Coagulopathy (SIC)
and Disseminated Intravascular Coagulation (DIC) scores
are considered important tools for determining the severity of
CAC and patient prognosis.> The cytokine storm triggered by
COVID-19 induces endothelial damage and microvascular
thrombosis, thereby activating the coagulation cascade.* This
study aimed to investigate the incidence, risk factors, and

This study was conducted with the approval of the Ethics
Committee of the Ankara Training and Research Hospital,
University of Health Sciences (Date: 22.12.2021, Decision
No: E-93471371-514.01.99). All procedures were carried out
in accordance with the ethical rules and the principles of the
Declaration of Helsinki.
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Study Design

This study was conducted as a single-center, retrospective
cohort study. The study included COVID-19 patients who
were monitored and treated at the Intensive Care Unit (ICU)
of the Ankara Training and Research Hospital, University of
Health Sciences between March 2020 and December 2021.

Patient Selection

Patients aged over 18 years who were followed in the
intensive care unit, with a COVID-19 diagnosis confirmed
by polymerase chain reaction (PCR) test and with no known
history of coagulopathy, were included in the study.

Data Collection and Evaluation

The demographic data of the included patients (age, sex,
body mass index [BMI], history of comorbidities, smoking/
alcohol use, COVID-19 vaccination status, time from
diagnosis to ICU admission) were retrospectively reviewed.
Clinical scoring (APACHE-II and SOFA) at the time of ICU
admission and on the 7" and 14" days of hospitalization was
retrospectively evaluated.

Definition of Coagulopathy and Scoring

The DIC Score and the SIC Score were calculated at ICU
admission and on days 7 and 14, in accordance with
the criteria established by the International Society on
Thrombosis and Haemostasis (ISTH).>® Consistent with the
ISTH’s diagnostic guidance for overt DIC and the recent
consensus definitions for SIC, a DIC Score of =5 and/or
an SIC Score of >4 at any point during the ICU stay was
considered indicative of COVID-19-CAC.>” These thresholds
were chosen as they represent the validated cut-off values
for defining overt coagulopathy in critically ill patient
populations and have been widely adopted in COVID-19
research to identify patients at highest risk of thrombotic
complications and mortality.®® The assessment at “any point
during ICU stay” was employed to capture the dynamic
nature of CAC, which may develop or resolve over the course
of the critical illness, as recommended in longitudinal studies
of critically ill patients.!® The incidence of coagulopathy,
mortality rates, and the factors influencing them were
retrospectively analyzed.

Statistical Analysis

The dataset was complete for all primary outcome variables
and key laboratory parameters used in the analysis (including
D-dimer, platelet count, PT, aPTT, INR, fibrinogen, and
inflammatory markers). Therefore, no imputation methods
were required, and all 320 patients were included in the final
analyses without exclusions due to missing data.

All data were analyzed using SPSS 22.0 statistical software
(IBM Corp., Chicago, IL, USA). Continuous variables
were expressed as meantstandard deviation and median
(minimum-maximum). Categorical variables were presented
as numbers (%). The normality of continuous variables
was assessed using the Shapiro-Wilk test. For continuous
variables not following a normal distribution, the Mann-
Whitney U test was used. For comparison of categorical
variables, the Chi-square test or Fisher’s Exact Test was
applied. Receiver Operating Characteristic (ROC) analysis
was used to determine the predictive value of the scores for

mortality. Correlation between continuous variables was
analyzed using Spearman’s correlation test. A p-value<0.05
was considered statistically significant.

To identify independent risk factors associated with mortality,
univariate and multivariate logistic regression analyses were
performed. Variables with a p-value<0.10 in univariate
analysis were included in the multivariate model. Backward
stepwise elimination method was used to select the final
model. The goodness-of-fit of the logistic regression model
was assessed using the Hosmer-Lemeshow test. Odds ratios
(OR) and 95% confidence intervals (CI) were calculated.

Due to the high correlation between DIC and SIC scores
(r=0.686, p<0.001), separate multivariate models were
constructed for each score to avoid multicollinearity. The
discriminative performance of the models was evaluated
using ROC analysis, and the area under the curve (AUC)
was calculated. In the final model, p<0.05 was considered
statistically significant.

RESULTS

The mean age of the patients included in the study
(Table 1) was 68.02+16.29 years, with an equal gender
distribution (female 50.0%; male 50.0%). Hypertension
(55.6%) and diabetes mellitus (37.2%) were the most
frequently observed comorbidities. It was determined that

Table 1. Demographic data

Variable Value (n=320)
Age (years) 68.02+16.29
Gender

Female 160 (50.0%)
Male 160 (50.0%)
BMI (kg/m?) 28.03+6.79
Obesity

Yes 49 (15.3%)
No 271 (84.7%)

Comorbidities

Hypertension 178 (55.6%)
Diabetes mellitus 119 (37.2%)
Pulmonary disease 70 (21.9%)
Coronary artery disease 64 (20.0%)
Chronic kidney disease 36 (11.3%)
Cancer/immunological disease 20 (5.8%)
Smoking 7 (2.2%)
Alcohol use 3 (0.9%)
COVID-19 vaccination status

Unknown 12 (3.7%)
None 124 (38.8%)
1 dose 15 (4.7%)
>2 Doses 169 (52.8%)
Time from diagnosis to ICU admission (days) 1(1-23)
SOFA score (admission) 2 (1-10)
APACHE II score (admission) 11 (2-30)

BMI: Body-mass index, ICU: Intensive care unit, SOFA: Sequential Organ Failure Assessment,

APACHE 1II: Acute Physiology and Chronic Health Evaluation II, Data are presented as
meanztstandard deviation, median (min-max), or number (%)

32




J Pulmonol Intens Care. 2026;4(2):31-36

COVID-19-associated coagulopathy

52.8% of the patients had received at least two doses of the
COVID-19 vaccine.

In patients who developed coagulopathy (Table 2), platelet
count was significantly lower (p=0.031), while prothrombin
time (PT) (p<0.001), activated partial thromboplastin time
(APTT) (p=0.007), international normalized ratio (INR)
(p<0.001), D-dimer (p<0.001), ferritin (p<0.001), C-reactive
protein (CRP) (p=0.005), creatinine (p<0.001), lactate
dehydrogenase (LDH) (p<0.001), and interleukin-6 (IL-6)
(p=0.008) levels were significantly higher.

Table 2. Comparison of laboratory results at intensive care unit admission

between patients who developed coagulopathy (n=125) and those who did
not (n=195)

No coagulopathy Coagulopathy (n:
(n: 195) median  125) median (min-
Parameter (min-max) max) p-value
Leukocyte (x10°/uL) 8.7 1.5-26.0 9.9 1.3-39.0 0.102
Lymphocyte (x10%uL)  0.66  0.10-180 061  0.10-69  0.192
Neutrophil (x10%/uL) 7.2 1.1-24.0 8.3 0.15-37.0 0.069
Hemoglobin (g/dl) 12.7  6.3-44.8 12.0 5.8-44.7 0.174
Hematocrit (%) 39 19-59 38 15-68 0.208
Platelet (x10*/pL) 218 47-692 189 12-598 0.031
PT (s) 140 11.0-444 16.0 12.0-44.4 <0.001
APTT (s) 32.0 21.0-62.0 33.0 21.6-73.0 0.007
INR 1.02  0.80-4.4 1.20 0.90-4.4 <0.001
D-dimer (ug/L) 690 70-43.810 1400 110-81.990 <0.001
Fibrinogen (mg/dl) 550 222-1.131 550 76-942 0.199
Ferritin (ng/ml) 512  14-12.367 832 16-16.900  <0.001
CRP (mg/L) 79 1-390 98 0.1-412 0.005
Procalcitonin (ng/ml) 0.4 0.1-45.0 0.29 0.1-100.0 0.207
ESR (mm/h) 41 2-148 43 1-140 0.838
Creatinine (mg/dl) 0.9 0.8-8.0 1.1 0.2-7.7 <0.001
Albumin (g/L) 34.0 17.0-46.0 31.0 18.0-46.0 <0.001
AST (U/L) 30.0 6.0-300.0 34.0 20-15400.0  0.343
ALT (U/L) 22.0 1.0-263.0 23.0 2.0-1.452.0 0.691
LDH (U/L) 400 60-1.56 482 163-5.398  <0.001
IL-6 (pg/ml) 33 2-5.000 62 4-5.000 0.008
Lactate (mmol/L) 1.6 0-24.0 1.7 0-24.0 0.018

PT: Prothrombin time, APTT: Activated partial thromboplastin time, INR: International normalized

ratio, CRP: C reactive protein, ESR: Erythrocyte sedimentation rate, AST: Aspartate aminotransferase,
ALT: Alanine aminotransferase, LDH: Lactate dehydrogenase, IL-6: Interleukin-6. Statistical test: Mann
Whitney U test. Bold values indicate statistical significance (p<0.05)

The changes in the coagulopathy scores of the patients
on days 1, 7, and 14 are shown in Figures 1 and 2. It was
observed that the DIC and SIC scores decreased over
time. The distribution of coagulopathy incidence by day is
presented in Figure 3.

Table 3 presents a significant correlation found between the
DIC and SIC scores (Day 1: r=0.434, p<0.001; Day 7: r=0.524,
p<0.001; Day 14: r=0.686, p<0.001). This finding indicates
that both scoring systems can support each other in the
assessment of coagulopathy.

Out of a total of 320 patients, 125 (39.1%) developed
coagulopathy. The mortality rate was significantly higher in
the coagulopathy group (79.8% [100/125]) compared to the
non-coagulopathy group (42.4% [83/195]) (p<0.001) (Table 4).

DIC Score
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Figure 1. Disseminated Intravascular Coagulopathy (DIC) score on days 1,

7,and 14
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Figure 2. Time course of the Sepsis-Induced Coagulopathy (SIC) score on days
1,7, and 14 in intensive care unit patients with COVID-19

Figure 3. Incidence of COVID-19-associated coagulopathy among intensive
care unit patients on days 1, 7, and 14 of hospitalization

Table 3. Correlation between DIC and SIC scores

Time point Correlation coefficient (r) p-value
Day 1 0.434 <0.001
Day 7 0.524 <0.001
Day 14 0.686 <0.001

DIC: Disseminated Intravascular Coagulation, SIC: Sepsis-Induced Coagulopathy. Statistical test:

Spearman’s rank correlation test

Table 4. Mortality rates according to coagulopathy status

Coagulopathy status  Number of patients (n) Mortality, n (%) p-value
Present 125 100 (79.8%) <0.001
Absent 195 83 (42.4%)

Total 320 183 (57.2%)

33



J Pulmonol Intens Care. 2026;4(2):31-36

Terzi et al.

This finding demonstrates that COVID-19-CAC substantially
increases the risk of mortality in ICU patients.

The AUC value of the SIC score (Figure 4) for predicting
mortality was calculated as 0.81 (95% CI: 0.75-0.87, p<0.001).
This result indicates that the SIC score has good predictive
value for mortality estimation.

SIC Skorunun ROC Egrisi

10 S —
- E
— ’f’
" g
o
0.8 o
| ‘,'
>
b
2
5
306 i
2 =
z 4
= e
E -
< 5
2 04 e
= -
5
-
2
| -
0.2 s’
e
d‘"
’.-’ = ROC curve (AUC = 0.88)
ks
%0 0.z oa 0.6 08 To

False Positive Rate

Figure 4. Receiver operating characteristic (ROC) curve for the predictive
value of the Sepsis-Induced Coagulopathy (SIC) score in forecasting mortality

For the DIC score (Figure 5), the AUC value was found to
be 0.85 (95% CI: 0.79-0.90, p<0.001). This result indicates
that the DIC score has a stronger ability to predict mortality
compared to the SIC score.
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Figure 5. Receiver operating characteristic (ROC) curve for the predictive
value of the Disseminated Intravascular Coagulation (DIC) score in forecasting
mortality

In patients who died (Table 5), both DIC and SIC scores on
days 1, 7, and 14 were significantly higher (p<0.001 for all).

Table 5. Distribution of DIC and SIC scores on days 1, 7, and 14 according

to mortality status

Survivors (n:137) Non-survivors

Score (mean%SD) (n:183) (meantSD)  p-value
Day 1 DIC score 2.77+1.48 3.47+1.54 <0.001
Day 7 DIC score 3.46+1.40 4.65+1.58 <0.001
Day 14 DIC score 3.25+1.53 4.74+1.39 <0.001
Day 1 SIC score 2.03+0.89 2.71+1.13 <0.001
Day 7 SIC score 1.47+0.76 2.69£0.95 <0.001
Day 14 SIC score 2.29+1.17 3.26+1.31 <0.001

SD: Standard deviation, DIC: Disseminated Intravascular Coagulation, SIC: Sepsis-Induced Coagulopathy

Multivariate Analysis of Mortality Risk Factors
Univariate logistic regression analysis was performed to
identify potential risk factors associated with mortality.

The analysis revealed that age (OR: 1.05, 95% CI: 1.03-
1.07, p<0.001), hypertension (OR: 1.62, 95% CI: 1.08-2.43,
p=0.020), diabetes mellitus (OR: 1.53, 95% CI: 1.01-2.32,
p=0.045), chronic kidney disease (OR: 1.92, 95% CI: 1.02-3.61,
p=0.043), DIC score (OR: 1.92, 95% CI: 1.58-2.33, p<0.001),
SIC score (OR: 2.28, 95% CI: 1.82-2.86, p<0.001), APACHE II
score (OR: 1.14, 95% CI: 1.09-1.19, p<0.001), SOFA score (OR:
1.32, 95% CI: 1.19-1.46, p<0.001), D-dimer >2000 pg/L (OR:
3.24, 95% CI: 2.08-5.05, p<0.001), platelet count <150,000/
mm?® (OR: 2.58, 95% CI: 1.63-4.08, p<0.001), PT >14 sec (OR:
2.34, 95% CI: 1.53-3.58, p<0.001), CRP >100 mg/L (OR: 1.84,
95% CI: 1.22-2.77, p=0.003), LDH >500 U/L (OR: 2.06, 95%
CIL: 1.36-3.12, p=0.001), IL-6 >50 pg/ml (OR: 2.42, 95% CI:
1.58-3.71, p<0.001), and ferritin >1000 ng/ml (OR: 1.98, 95%
CL: 1.31-2.99, p=0.001) were significantly associated with
mortality (Table 6).

Table 6. Univariate and multivariate logistic regression analysis for factors

associated with mortality

Variable Univariate Multivariate
analysis analysis
OR (95% CI)  p-value OR(95% CI) p-value

Age (per year) 1.05(1.03-1.07) <0.001  1.04(1.02-1.06) <0.001
Gender (male) 1.28 (0.86-1.91) 0.224 - -
Hypertension 1.62 (1.08-2.43)  0.020 1.48 (0.94-2.33) 0.089
Diabetes mellitus 1.53 (1.01-2.32)  0.045 1.39 (0.87-2.22) 0.168
COPD 1.41 (0.86-2.31) 0.175 - -
Goronmaryartery ) 3g(0.84-2.27) 0203 - :

isease
g.h“’nic ey 1.92(1.02-3.61) 0.043 158(0.79-3.16)  0.197

isease
DIC score
(day 1, per point) 1.92 (1.58-2.33) <0.001 1.68(1.34-2.11) <0.001
SIC score 1.96 (1.51-
(day 1, per point) 2.28 (1.82-2.86) <0.001 2.54) <0.001*
APACHEIlscore ) 1 (1 09.119) <0001 108(L03- 450y
(per point) 1.14)
SOFA score
(per point) 1.32(1.19-1.46)  <0.001 - -
D-dimer 2.18 (1.31-
(>2000 pg/L) 3.24 (2.08-5.05) <0.001 3.63) 0.003
Platelet 1.92 (1.15-
(<150.000/mm®) 2.58 (1.63-4.08) <0.001 3.21) 0.013
PT (>14 sec) 2.34(1.53-3.58) <0.001  1.45(0.88-2.39) 0.145
INR (>1.2) 2.18 (1.43-3.32) <0.001 - -
CRP (>100 mg/L) 1.84 (1.22-2.77)  0.003 1.38 (0.87-2.19) 0.172
LDH (>500 U/L) 2.06 (1.36-3.12)  0.001 1.52 (0.95-2.43) 0.081
IL-6 (>50 pg/ml) 2.42 (1.58-3.71) <0.001 1.61 (0.98-2.65) 0.060
Ferritin
(>1000 ng/ml) 1.98 (1.31-2.99)  0.001 1.44 (0.90-2.30) 0.128
Creatinine 1.51 (0.94-
(>1.2 mg/dl) 1.88 (1.24-2.85)  0.003 2.42) 0.088

*Separate model was constructed for SIC score (due to correlation with DIC score) DIC: Disseminat-
ed Intravascular Coagulation, SIC: Sepsis-Induced Coagulopathy, OR: Odds Ratio, CI: Confidence In-

terval, COPD: Chronic Obstructive Pulmonary Disease, Variables with p<0.10 in univariate analysis
were included in the multivariate model. Backward stepwise elimination method was used

In Model 1 (including DIC score) multivariate analysis,
independent predictors of mortality were DIC score (OR:
1.68, 95% CI: 1.34-2.11, p<0.001), age (OR: 1.04, 95% CI: 1.02-
1.06, p<0.001), APACHE II score (OR: 1.08, 95% CI: 1.03-1.14,
p=0.002), D-dimer >2000 pg/L (OR: 2.18, 95% CI: 1.31-3.63,
p=0.003), and platelet count <150.000/mm? (OR: 1.92, 95% CI:
1.15-3.21, p=0.013) . Hypertension, diabetes mellitus, chronic
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kidney disease, and other laboratory parameters lost their
significance as independent predictors in the multivariate
model.

In Model 2 (including SIC score) analysis, SIC score (OR:
1.96, 95% CI: 1.51-2.54, p<0.001) along with age, APACHE
IT score, D-dimer >2000 ug/L, and thrombocytopenia were
identified as independent predictors of mortality.

Both models demonstrated good fit according to the Hosmer-
Lemeshow test (p=0.382 and p=0.415, respectively). The
discriminative performance of the models was excellent;
Model 1 had an AUC of 0.88 (95% CI: 0.84-0.92, p<0.001),
and Model 2 had an AUC of 0.87 (95% CI: 0.83-0.91, p<0.001).
Nagelkerke R? values were 0.512 for Model 1 and 0.498 for
Model 2, indicating that the models explained approximately
50% of the variance in mortality.

DISCUSSION

One of the most significant complications of COVID-19 is
known as COVID-19-CAC."' CAC is characterized by DIC,
SIC, thrombosis, and microvascular clot formation. This
process leads to organ failure and increased mortality."

COVID-19-CAC is linked to endothelial dysfunction,
inflammation, hypercoagulability,and suppressed fibrinolysis."*
SARS-CoV-2 binds to endothelial cells via ACE-2 receptors,
triggering endothelial inflammation and disrupting vascular
integrity. This process leads to increased von Willebrand
factor (VWE) levels, elevating the risk of microthrombosis.**
Furthermore, autopsy findings indicate that alveolar capillary
microthrombi are widespread in COVID-19 patients and
cause pulmonary vascular complications. Specifically, severe
endothelial damage, alveolar capillary microthrombi, and
increased neovascularization have been detected in the
lungs.” These findings suggest that COVID-19 may lead
to pulmonary vascular complications. The cytokine storm
observed in the advanced stages of COVID-19 is associated
with excessive production of proinflammatory cytokines
such as IL-6, TNF-a, and IL-1P. The cytokine storm increases
platelet activation, leading to hypercoagulability. Elevated
IL-6 levels are directly correlated with disease severity and
serve as a strong biomarker for predicting mortality.*®

In COVID-19 patients, the SIC Score and the DIC Score play
a significant role in predicting mortality. Studies show that
mortality rates are markedly higher in patients with an SIC
score > 4 and a DIC score 2 5.7

Thrombotic complications of COVID-19 are commonly
observed in patients. In particular, deep vein thrombosis
(DVT), pulmonary embolism (PE), and arterial thrombosis
are frequently seen in the advanced stages of the disease.'” The
incidence of COVID-19-related DVT in ICU patients ranges
between 20-40%, while PE is one of the most important
causes of sudden respiratory failure due to COVID-19." The
risk of arterial thrombosis associated with coagulopathy
is increased by 15-20%. These findings demonstrate that
COVID-19 creates a systemic hypercoagulable state, which is
associated with organ damage."

In COVID-19 patients, D-dimer levels 22000 pg/L have
been found to show a strong correlation with disease
severity and mortality. While initially high fibrinogen levels
indicate hypercoagulability, a decrease in fibrinogen levels
in the advanced stages of the disease is associated with the
development of DIC.?

Heparin and low molecular weight heparin (LMWH)
therapy play a crucial role in the management of COVID-19-
associated coagulopathy. A D-dimer level above 2130 pg/L
has been shown to be a strong predictor of mortality. The use
of prophylactic LMWH in patients with D-dimer > 2000 pg/L
has been demonstrated to significantly reduce mortality.*

Different approaches exist for anticoagulant treatment.
Prophylactic anticoagulant therapy should be initiated in
patients with D-dimer >2000 pg/L. Patients with an SIC score
>4 are candidates for therapeutic anticoagulant treatment.
Heparin Resistance: In COVID-19, heparin resistance
may develop in some patients; in such cases, alternative
anticoagulants should be considered. Recent studies
emphasize that high-dose heparin may be risky in certain
patients and that individualized anticoagulant treatment
protocols are necessary.’

Limitations

This study has several limitations. First, the single-center,
retrospective design may introduce bias in data collection and
limit the generalizability of the findings. Second, our study
included a relatively small patient cohort, which may affect
statistical power. Third, anticoagulation treatment protocols
were not standardized and were left to the discretion of
individual clinicians, making it difficult to assess their impact
on coagulopathy management and mortality outcomes. A
fourth limitation is the lack of long-term follow-up data
(e.g., post-discharge thrombotic events or survival). Finally,
some advanced laboratory parameters that may play a role
in coagulopathy pathophysiology (e.g., antiphospholipid
antibodies, platelet function tests) were not routinely measured.
Sixth, despite the use of multivariate analysis, the possibility of
residual confounding from unmeasured variables cannot be
completely excluded. Seventh, the analysis of day 7 and day
14 scores may have introduced survival bias, as patients who
died or were discharged before these time points were excluded
from the longitudinal score comparisons. Despite these
limitations, our study clearly demonstrates the high incidence
of coagulopathy, the value of prognostic scores, and its severe
impact on mortality in ICU patients with COVID-19. Larger,
prospective, multi-center studies are needed to validate our
findings and clarify treatment guidelines.

CONCLUSION

COVID-19-CAC is a critical condition requiring early
diagnosis and aggressive management. The use of SIC and
DIC scores can be an important tool in guiding patient
risk stratification and treatment selection. Anticoagulant
treatment strategies, especially in high-risk patients, should
be meticulously applied and coagulation parameters closely
monitored.® Preventing thrombotic events caused by
COVID-19 is one of the most critical components of reducing
mortality rates. Therefore, early-stage anticoagulant therapy
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and individualized coagulopathy management can positively
alter the course of the disease.
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