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ABSTRACT

Background/Aims: Inflammatory bowel disease (IBD) increases thromboembolic risk, but pediatric evidence remains limited. The cur-
rent study evaluated the associations between coagulation markers, systemic inflammation, and disease activity in pediatric IBD and
assessed the prevalence of silent thrombosis.

Materials and Methods: A total of 46 pediatric patients with IBD were enrolled in this single-center cross-sectional study. All underwent
Doppler ultrasonography of the lower extremities and the portal venous system. Hemostatic and inflammatory markers were evaluated
in the laboratory and were analyzed in relation to disease activity.

Results: One asymptomatic thrombus was detected in a patient with Crohn’s disease (CD). Factor VIIl was significantly higher in ulcer-
ative colitis (UC) compared to CD (median 109.5 vs. 74.3 IU/dL, P = .007). In UC, platelet count and D-dimer increased with increasing
disease activity and extent. There was a significant relationship between platelet counts and the endoscopic extent (P = .008) and
Mayo Score (P =.031). In CD, fibrinogen and factor VIl levels revealed a positive correlation with Pediatric Crohn’s Disease Activity Index
scores (P =.012 and P =.040, respectively) but not with the Simple Endoscopic Score. Corticosteroid use was linked to higher factor VIl
(P=.017).

Conclusion: Asymptomatic thrombosis rare in IBD, but inflammation and procoagulant activity were closely related, especially in UC.

Platelet count, D-dimer, and factor VIl might serve as biomarkers for thrombotic risk and monitoring.
Keywords: Blood coagulation, factor VI, inflammation, inflammatory bowel diseases, venous thrombosis

INTRODUCTION

Venous thromboembolism (VTE) is a rare but potentially
life-threatening complication of inflammatory bowel
disease (IBD). Pediatric studies reported an incidence of
5.56-31.2 per 10 000 patient-years, highlighting the need
for vigilance."? Inflammation promotes thrombosis by
upregulating coagulation factors, inhibiting fibrinolysis,
and reducing natural anticoagulants. In adults with IBD,
procoagulant changes such as elevated fibrinogen, von
Willebrand factor (VWF), and clotting factors V and VI,
together with reduced protein C, protein S, and anti-
thrombin Il (AT Ill), have been consistently reported.
These alterations indicate the inflammatory response and
may occur regardless of clinically apparent VTE.®

Recent large-scale multicenter studies have documented
the increasing prevalence and evolving epidemiological

landscape of IBD.* However, pediatric evidence remains
more limited and heterogeneous compared to the adult
literature. While adult studies have linked specific mark-
ers—such as elevated factor VIl and fibrinogen—to active
disease and thromboembolic risk, pediatric reports have
shown less consistent findings. Furthermore, most pedi-
atric studies have primarily relied on clinical activity indi-
ces without concurrent objective assessment of mucosal
inflammation, leaving an important gap in understanding
how hemostatic parameters correlate with endoscopic
severity and extent. Consequently, there is a lack of vali-
dated pediatric thresholds or biomarkers to help guide
screening and prophylaxis decisions in children.®

The primary objective of the present study was to inves-
tigate the associations between hemostatic parameters
and disease activities in children with IBD. As a secondary
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objective, the prevalence of asymptomatic thrombosis
was evaluated, and the influence of therapeutic regimens
was explored.

MATERIALS AND METHODS

Study Design and Participants

This was a single-center cross-sectional study con-
ducted between May and July 2025 at the tertiary pedi-
atric gastroenterology clinic of Gilhane Training and
Research Hospital. Patients who were aged between
6 and 18 years and who had a confirmed diagnosis of
ulcerative colitis (UC) or Crohn's disease (CD) accord-
ing to European Society for Paediatric Gastroenterology,
Hepatology and Nutrition (ESPGHAN) criteria were
were included to the study.®® Either newly diagnosed
patients undergoing diagnostic endoscopy or follow-up
patients for whom endoscopic evaluation was clinically
indicated to assess disease activity, mucosal healing sta-
tus, or treatment response were eligible for inclusion in
the study. During the same visit, clinical assessment and
blood sampling were carried out to ensure standardized
data collection.

Exclusion criteria included unrelated systemic diseases,
liver disorders, recent blood transfusion, known coagulop-
athies, thrombophilia in a first-degree relative, presence
of central venous catheter, or active infection. Children
experiencing acute severe exacerbations requiring hospi-
talization were not included to avoid potential confound-
ing effects on coagulation parameters.

Thrombosis Screening
All patients underwent Doppler ultrasonography of the
lower extremity deep venous system (common femoral,

Main Points

Although clinical thrombosis is rare in pediatric inflamma-
tory bowel disease (IBD), alterations in hemostatic param-
eters may indicate a prothrombotic state.

Platelet count, D-dimer, and factor VIII levels strongly cor-
relate with inflammation and disease activity, particularly
in ulcerative colitis.

Standard hemostatic markers may support disease moni-
toring and risk stratification when invasive procedures are
not feasible.

Routine screening for silent thrombosis appears to have
low diagnostic yield in patients with asymptomatic pedi-
atric IBD.

Future multicenter studies are needed to define specific
cut-off values for coagulation markers in pediatric clinical
practice.

superficial femoral, popliteal, and iliac veins) as well as the
portal venous system to detect asymptomatic thrombosis.
Examinations were performed during the same visit when
blood sampling and endoscopic evaluation was done.
Ultrasonography was performed by an experienced radi-
ologist using a standardized protocol, and the examiner
was blinded to the patient’s clinical and laboratory data.

Clinical and Endoscopic Assessment

Clinical disease activity in UC was assessed using the
Pediatric Ulcerative Colitis Activity Index (PUCAI).®
Disease severity was evaluated more comprehensively
using the Total Mayo Score and mucosal inflammation
was specifically graded using the Endoscopic Mayo Score
(ranging from 0 to 3)."° The endoscopic disease extent was
classified according to the Paris criteria: E1, proctitis (lim-
ited to the rectum); E2, left-sided colitis (up to the splenic
flexure); E3, extensive colitis (up to the hepatic flexure);
and E4, pancolitis (involving the entire colon)." Patients
with previously diagnosed UC who demonstrated normal
endoscopic findings at the time of enrollment were cat-
egorized as being in mucosal healing.®

For CD, patients were grouped according to the pres-
ence or absence of fistulizing complications. In addition
to phenotypic classification, clinical disease activity was
evaluated using the Pediatric Crohn's Disease Activity
Index (PCDAI)."2 Furthermore, luminal endoscopic activity
was quantified using the Simple Endoscopic Score for CD
(SES-CD), which was calculated based on the ulcer size,
ulcerated surface, affected surface, and presence of nar-
rowing across 5 bowel segments.'s

Laboratory Measurements

The hemostatic profile included the assessment of fac-
tors V, VII, VIII, and X, VWF, prothrombin time (PT), acti-
vated partial thromboplastin time, proteins C and S, AT
1, fibrinogen, and D-dimer levels. Inflammatory markers
were also measured, including platelet count, erythrocyte
sedimentation rate (ESR), C-reactive protein (CRP), and
serum albumin.

Sample Collection and Assay Procedures

Blood samples were collected in the morning after an
overnight fast, during the same outpatient visit as the
endoscopic evaluation, although not necessarily on
the same day. To minimize confounding, patients with
acute infections or severe exacerbations requiring hos-
pitalization were excluded. Venous blood for coagulation
assays was drawn into 3.2% sodium citrate tubes (9 : 1
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blood-to-anticoagulant ratio), processed within minutes,
and analyzed on the same day. Citrated plasma was pre-
pared by double centrifugation at 2500 g for 15 minutes.
Platelet counts were determined from ethylenediamine-
tetraacetic acid (EDTA)-anticoagulated blood.

Platelet counts, ESR, CRP, PT/international normalized
ratio (INR), fibrinogen, coagulation factors (V, VII, VI,
and X), proteins C and S, and AT Ill were measured using
validated automated hematological and coagulometric
assays in the hospital's central laboratory. All analyses
were performed according to manufacturer's instructions
and internal quality control standards.

Statistical Analysis

All statistical analyses were performed using IBM SPSS
Statistics for Windows, version 28.0 (IBM SPSS Corp,
Armonk, NY, USA). The distribution of continuous vari-
ables was assessed using the Shapiro-Wilk test. Because
most numerical data did not follow a normal distribution,
nonparametric statistical methods were applied. Normally
distributed continuous variables (e.g., age) are presented
as mean + SD, whereas non-normally distributed variables
are presented as median and interquartile range (IQR).
Categorical variables are expressed as counts and per-
centages. The Mann-Whitney U-test was used to compare
2 independent groups (e.g., corticosteroid users vs. non-
users), and the Kruskal-Wallis test was applied for com-
parisons across more than 2 groups, such as PUCAI-based
disease activity categories. Correlations between coagula-
tion parameters and inflammatory markers (CRP, ESR, and
albumin), as well as disease activity indices including the
PCDAI, SES-CD, and Total/Endoscopic Mayo Scores, were
analyzed using the Spearman'’s rank correlation coeffi-
cient (p) method. Categorical data were compared using
the chi-square test or Fisher's exact test, as appropriate.

All statistical tests were two-tailed, and a P-value < .05
was considered statistically significant. Due to the non-
normal distribution of data and limited sample size, no for-
mal correction for multiple comparisons (e.g., Bonferroni)
was applied; therefore, the findings should be interpreted
with appropriate caution.

RESULTS

Patient Characteristics and Thrombosis Screening
Atotal of 46 patients with pediatric IBD were included (34
UC, 12 CD; mean age: 13.8 + 2.6 years; 24 males). None of
the patients had a history of clinical VTE. A chronic popli-
teal vein thrombus was incidentally detected in 1 patient
with asymptomatic CD. The diagnosis was confirmed by
Doppler ultrasonography, which revealed typical features

of chronic thrombosis (echogenic material within the
vein and absence of acute inflammatory changes), and
no anticoagulation treatment was required. In the CD
cohort, all patients exhibited inflammatory behaviors
(Paris B1) without strictures, abscesses, or internal fis-
tulas; fistulizing complications were exclusively perianal.
Demographic and clinical characteristics of the study
cohort, including medication use and disease activity
scores, are presented in Table 1.

Comparison of Coagulation Parameters Between
Ulcerative Colitis and Crohn’s Disease

Factor VIII activity was higher in UC compared to CD
(median [IQR]: 109.5 [87.95-173.65] vs. 74.3 [56.25-
100.33]; P =.007; r = 0.40), suggesting a moderate effect
size. Although VWF levels were lower in the CD group
compared to UC (86.15 [53.45-105.95] vs. 109.0 [81.07-
171.75]), the difference did not reach statistical signifi-
cance (P = .064). Similarly, factors V, VII, and X, proteins
C and S, antithrombin llI, fibrinogen, and D-dimer showed
no significant differences between the 2 groups (P > .05).
Detailed hemostatic comparisons between UC and CD
are presented in Supplementary Table 1.

Coagulation Parameters by Disease Activity

In patients with UC, stratification by PUCAI scores
revealed that both platelet count and D-dimer levels
increased significantly in correlation with higher clini-
cal disease activity (P = .031 and P = .042, respectively).
Median platelet counts increased from 334.5 x 10%/uL
(IQR: 252.75-392.75) in mild disease to 434.5 x 103/uL

Table 1. Demographic and Clinical Characteristics of Pediatric
Patients with Inflammatory Bowel Disease

Ulcerative Colitis  Crohn's Disease

Characteristics (n=34) (n=12)
Male/female, n 14/20 10/2
Age, years (mean * SD) 14027 13.6 £3.3
Medication use, n (%)
Mesalazine 26 (76.5) 0(0.0)
Azathioprine 21(61.8) 7 (58.3)
Steroid 5(14.7) 1(8.3)
Infliximab 9(26.5) 4 (33.3)
Disease activity, n
Remission 20 7
Mild 9 1
Moderate 5 1
Severe 0 3
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(IQR: 311.5-608.25) in moderate disease, whereas
D-dimer levels showed a similar increase, rising from 0.19
pg/mL (IQR: 0.19-0.24) to 1.21 pg/mL (IQR: 0.57-3.62)
(Figure 1). When stratified by PUCAI scores, no signifi-
cant differences were observed in the levels of fibrino-
gen, coagulation factors (V, VII, VI, and X), vWF, or natural
anticoagulants (proteins C and S and AT Ill) (all P >.05). In
addition to clinical scoring, disease severity was evaluated
using the Total Mayo Score (incorporating both clinical
and endoscopic findings). Significant positive correlations
with factor VIII (r=0.487,P =.004) and AT lll (r=0.351,P=
.042) were observed. However, the correlation with plate-
let counts did not reach statistical significance (r = 0.308,
P = .076). To specifically isolate the impact of mucosal
inflammation, the Endoscopic Mayo Score was further
analyzed. This analysis confirmed the strong positive cor-
relation with factor VIII (r = 0.482, P = .004) and, nota-
bly, revealed a significant correlation with platelet counts
(r=0.370, P = .031). Although D-dimer levels showed an
increasing trend with endoscopic severity, this association
did not reach statistical significance (P = .148).

In patients with CD, coagulation parameters did not
differ significantly between those with and without
fistulizing complications (all P > .05). Given that phe-
notype-based classification did not reflect hemostatic
alterations, the disease activity was further evaluated
using the PCDAI (clinical) score. Specifically, fibrinogen
levels demonstrated a strong positive correlation with
PCDAI scores (r = 0.692, P = .012), and factor VIl activ-
ity was significantly associated with clinical severity (r =
0.598, P = .040). Conversely, the endoscopic SES-CD
score did not show statistically significant correlations in
this subgroup, suggesting that systemic clinical indices
(PCDAI) may be more reflective of the hemostatic bur-
den in pediatric CD.

Platelet Count by PUCAI Group

% o
=3 =3
o o

'S
o
o

Platelet Count (x103/uL)
N w
o o
o o
P

-
o
o

0
Remission

Mild

Moderate

Association Between Endoscopic Extent and Platelet
Count in Ulcerative Colitis

Platelet counts were significantly associated with the
endoscopic disease extent in UC (Kruskal-Wallis P =
.008). Median platelet values were 255 x 10%/pL (IQR:
228-364) in E1 (proctitis), 387 x 10%/pL (IQR: 337.8-492)
in E2 (left-sided colitis), 303 x 10%/pL (IQR: 213-338) in
E3 (extensive colitis), and 379 x 103/uL (IQR: 301-528) in
E4 (pancolitis). Post hoc analysis revealed that this sig-
nificance was primarily driven by the difference between
E1 and E4 subgroups (P < .05). Collectively, these find-
ings suggested that broader mucosal involvement may
be accompanied by increased thrombopoietic activity
(Figure 2). In contrast, no significant associations were
found between the endoscopic extent and other coagu-
lation parameters (all P > .05).

Correlation Between Inflammatory Markers and
Coagulation Parameters

In UC, CRP levels were positively correlated with fibrino-
gen (p =0.823, P <.001), D-dimer (p = 0.785, P <.001), and
factor VIl (p = 0.463, P =.035). Aloumin demonstrated an
inverse association with D-dimer (p = —=0.585, P = .003).
Erythrocyte sedimentation rate was also correlated with
fibrinogen (p = 0.411, P =.016) and D-dimer (p = 0.388, P
= .024). There were no significant correlations between
inflammatory markers and other hemostatic parameters
(all P> .05). These correlations are presented in Figure 3.

In patients with CD, CRP revealed strong positive cor-
relations with factor VIl (p = 1.000, P < .001) and VWF (p
= 0.886, P = .019). Erythrocyte sedimentation rate was
positively correlated with platelet count (p = 0.832, P =
.0008), protein C (p = 0.747, P = .005), and fibrinogen
(p = 0.618, P = .032). However, because of the limited
sample size—particularly in subgroup analyses—these

D-dimer Level by PUCAI Group
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Figure 1. Platelet and D-dimer levels according to PUCAI-based clinical disease activity in ulcerative colitis. Bar plots show the mean + SD of
platelet counts and D-dimer levels across PUCAI-defined groups (remission n = 20, mild n = 9, moderate n = 5). Platelet counts and D-dimer
levels significantly increased with clinical severity (P =.031 and P = .042, respectively).
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Figure 2. Platelet count by extent of endoscopic involvement in ulcerative colitis. Boxplot illustrates the distribution of platelet counts across

different extents of endoscopic involvement in ulcerative colitis (EO n =

6,E1n=12,E2n=5E3n=5E4 n=8). Anincreasing trend in platelet

count is observed from EO to E4, consistent with a greater inflammatory burden. The upward trend was statistically significant (P =.008).

correlations should be interpreted with caution and con-
sidered exploratory rather than definitive. The relevant
associations are presented in Figure 4.

Factor Levels According to Medication Use

Factor VIl activity was significantly higher in patients
receiving corticosteroid therapy compared to those not
receiving steroids (median [IQR]: 117.0 [109.95-124.72]
vs. 96.05 [84.35-105.45]; U = 193.5, P = .017, r = 0.35).
However, given the small number of patients treated with
steroids, this association should be interpreted cautiously
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Figure 3. Correlation between inflammatory markers and coagulati

and regarded as exploratory rather than confirmatory
(Figure 5).

DISCUSSION

The current study assessed the prevalence of asymp-
tomatic thrombosis and its associations with coagulation
markers, systemic inflammation, and disease activity in
pediatric IBD. Although thrombotic risk was low, plate-
let count, D-dimer, and factor VIII levels correlated with
inflammatory burden, highlighting their potential utility

on parameters in UC. Bar heights represent Spearman’s correlation

coefficients (p) between CRP/ESR and selected coagulation factors. P-values are displayed above each bar. Strong positive correlations were

observed, particularly between CRP and fibrinogen/D-dimer levels.
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Figure 4. Correlation between inflammatory markers and coagulation parameters in Crohn's disease. Spearman'’s correlation coefficients (p)
between CRP and ESR levels and selected coagulation parameters (factor VII, VWF, platelet count, protein C, and fibrinogen) are shown for
patients with Crohn's disease. P-values are indicated above each bar. Strong positive correlations were observed, particularly between CRP

and factor VIl and between ESR and platelet count.

in risk stratification and disease monitoring. Although
similar associations between inflammatory burden and
hemostatic alterations have been extensively reported in
adult IBD, pediatric data remain limited. To the authors’
knowledge, this is the first study to concurrently assess
clinical activity, endoscopic severity, and hemostatic pro-
files alongside Doppler ultrasonography in children. This
gap in pediatric evidence has also been highlighted in the
recent 2025 ESPGHAN-European Crohn's and Colitis
Organisation (ECCO) guideline.™

In adults, IBD is associated with a nearly 3-fold increased
VTE risk, particularly during active disease.” In contrast,
pediatric data remain limited and heterogeneous, lacking
a standardized screening strategy. The recently published
guidelines recommend considering pharmacological
thromboprophylaxis in all inpatient children with acute
severe colitis to reduce VTE risk while noting that deci-
sions may be individualized in mobile young children (<12
years).'

Only 1 incidental chronic popliteal vein thrombus was
detected in an asymptomatic patient with CD, a find-
ing consistent with large-scale cohorts reporting a
significantly lower VTE incidence in children (0.3%)
compared to adults.’>'® However, given the limited sen-
sitivity of Doppler ultrasonography for detecting pelvic
or central thrombi, silent VTE may be underdiagnosed.
Consequently, routine screening in asymptomatic chil-
dren appears to offer low diagnostic yield, supporting a
shift toward selective, risk-based surveillance.

The current study demonstrated that children with UC
exhibited significantly higher coagulation factor VIl levels
compared with those with CD. Proinflammatory cytokines,
particularly interleukin-6 (IL-6), are known to enhance
hepatic synthesis of factor VIIL' Recent evidence also
suggests that intestinal epithelial cells can produce fac-
tor VIII, particularly in the setting of continuous muco-
sal inflammation.' Thus, elevated factor VIII in UC likely
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Figure 5. Comparison of factor VII activity (%) between patients
with pediatric IBD receiving corticosteroids and those not receiving
them. Median values, interquartile ranges, and outliers are shown.
Factor VIl activity was significantly higher in the steroid-treated
group (P =.017).
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reflects both a stronger systemic acute-phase response
and potentially increased local mucosal synthesis.

The significant positive correlation between platelet
counts and the Endoscopic Mayo Score, coupled with
the observation that platelet counts were significantly
higher in patients with greater endoscopic disease extent
(specifically pancolitis), links thrombocytosis directly to
objective mucosal injury, rather than solely to systemic
symptoms. Although IL-6 and thrombopoietin drive
megakaryopoiesis, activated platelets also actively pro-
mote localized inflammation.’®2° Increased platelet lev-
els likely reflect both a consequence and an amplifier of
systemic inflammation, mirroring the severity of mucosal
injury observed in the current study."®

Associations between D-dimer, fibrinogen, factor VI,
and inflammatory markers highlight the role of systemic
inflammation in coagulation activation in UC. The strong
correlation between CRP and factor VIII suggests that
inflammation stimulates procoagulant pathways at both
hepatic and endothelial levels. Interleukin-6 promotes
fibrinogen production and endothelial release of factor
VIII, contributing to a prothrombotic state.?' Furthermore,
the inverse relationship between albumin and D-dimer
reinforces this link. Collectively, these findings suggest
that D-dimer, fibrinogen, and factor VIII serve as indica-
tors of both thrombotic risk and inflammatory burden.

In UC, the significant correlation of Endoscopic Mayo
Score with factor VIII and platelets indicates that hemo-
static alterations parallel mucosal inflammation severity.
In contrast, in patients with CD, clinical severity (PCDAI)
correlated strongly with fibrinogen and factor VIII, whereas
SES-CD did not, further supporting the hypothesis that
systemic inflammatory burden may be the primary driver
of coagulopathy in this subgroup. However, while these
markers reliably track disease activity, their predictive value
for thrombotic events requires prospective validation.

In adults with IBD, active disease is linked to increased
levels of coagulation factors and fibrinogen, reduced
proteins C and S, and AT 111.222® However, the predictive
value of these alterations for thrombotic risk remains
inconsistent.?'24 In contrast, except for the relationship
between factor VIl and the Mayo Score for UC and the
relationship between PCDAI and factor VI, as well as
fibrinogen for CD, the pediatric cohort did not show sim-
ilar alterations. This relative preservation of hemostatic
balance regarding natural anticoagulants likely reflects
the lower burden of vascular comorbidities in children
compared to adults.

Corticosteroids promote a hypercoagulable state by
increasing plasminogen activator inhibitor-1 (PAI-1) and
impairing fibrinolysis.?® Consistent with this mechanism,
significantly higher factor VIl activity was observed in
corticosteroid users. This aligns with prior evidence, indi-
cating a 5-fold higher VTE risk in patients treated with
corticosteroids.?® However, given the small sample size,
this finding should be interpreted as exploratory.

A major strength of this study is the comprehensive
evaluation of coagulation profiles alongside both clinical
and endoscopic disease activity scores (Mayo Score and
SES-CD) in a well-defined pediatric IBD cohort. Screening
for asymptomatic thrombosis using Doppler ultrasonog-
raphy during remission added robustness through objec-
tive, imaging-based confirmation.

This study has several limitations, primarily its small sam-
ple size and single-center design, which restrict general-
izability. Although the absence of a healthy control group
limits the interpretation of hemostatic elevations against
normative values, consecutive enrollment was used to
mitigate selection bias. Furthermore, because of the
exploratory nature of the analysis, multiple comparisons
or multivariable adjustments were not corrected; thus,
the observed associations should not be interpreted as
independent causal effects. Specifically, the lack of sig-
nificant correlation between SES-CD and coagulation
markers in the CD cohort likely reflects insufficient sta-
tistical power rather than the absence of a biological link.
Future multicenter studies with larger cohorts and age-
matched controls are required to validate these findings.

In conclusion, although asymptomatic thrombosis is rare
in pediatric IBD, hemostatic markers—specifically fac-
tor VIII and platelets—closely mirror endoscopic severity
in UC. Although these accessible parameters may serve
as surrogate indicators of mucosal inflammatory burden
and aid in risk stratification, they cannot be considered
to eliminate the need for endoscopic evaluation. Given
the low diagnostic yield of routine screening for silent
thrombosis, a selective, risk-based approach is advis-
able. Future multicenter studies are required to validate
these biomarkers and establish clinically relevant cut-off
values.
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Supplementary Table 1.

Comparison of hemostatic parameters between pediatric patients with ulcerative colitis and Crohn'’s disease

Parameter

Ulcerative Colitis, median (IQR)

(n=34)

Crohn's Disease, median (IQR)

(n=12)

P

Factor V

Factor VII
Factor VIII
Factor X

VWF

Protein C
Protein S
Antithrombin IlI
D-dimer

Fibrinogen

89.65 (72.10-111.55)
99.10 (87.33-109.65)
109.50 (87.95-173.65)
106.50 (88.90-119.60)
109.00 (81.07-171.75)
90.40 (77.65-100.40)

80.60 (69.17-93.78)
110.85 (103.83-116.60)
0.19 (0.19-0.27)
294.00 (258.50-331.50)

97.75 (79.88-120.50)
95.25 (83.00-111.30)
74.30 (56.25-100.33)
105.50 (96.88-120.67)
86.15 (53.45-105.95)
96.85 (83.95-112.28)
87.10 (78.93-100.15)
111.70 (109.22-116.47)

0.19 (0.19-0.21)

280.50 (245.50-363.50)

.764
.626
.007*

717

.064

451

.634

476
452
.783

Values are presented as median (IQR). Statistically significant results (P < .05) are shown in bold. Coagulation factors and anticoagulants are reported as %

activity; fibrinogen in mg/dL, D-dimer in pyg/mL FEU.




