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Is interpretation needed for

laboratory results sent for

evaluating coagulation

disorders?
Yes, nearly always !



Interpretation issues:

Is the patient treated with anticoagulant

No Yes May be/Not

Critically ill patients
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How various anticoagulants exert 

their effect?

G. Lippi, CCLM 2015;53:185-197.
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Ten Cate et al, 2017
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Consider using the

DOAC stop in such
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Cytometry Part B (Clinical Cytometry) 92B:390–397 (2017)
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Ikezoe T. et al. Int J Hematol (2014) 100: 27





Hudák R et al. Clin Chem Lab Med: 2017, 55(8): 1215
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Hudák R et al, PlosOne, 2017 10.1371/journal.pone.0180477



Thrombosis Research, 2021
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More complicated

cases:

• Patients with very

rare factor

deficiencies

• Patients with

inhibitors

• Patients with

nonfunctional

coagulation

factors

• Patients with
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Fibrinogen methods:

activity

antigen

mass

Fibrinogen pathology:

elevated

absent (a-)

decreased (hypo-)

non-functional (dys-)

combined (hypodys-)



Pathophysiology of dysfibrinogenemia

Causes of dysfibrinogenemia:  

I. Disturbance of fibrinogen-fibrin conversion

II.Disturbance of fibrin polymerisation

III.  Other rare diseases

I.

II.
III.
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Clinical Advances in Hematology & Oncology

Volume 16, Issue 9 September 2018



Should there be an algorithm of the laboratory

investigation in dysfibrinogenemias ?

Our own cases at the Department of Laboratory Medicine, University of Debrecen, Hungary

Patients Symptoms Thrombin

time (sec)

Reptilase

time

(sec)

Clauss Fbg

(g/L)

Fbg antigen

(g/L)

Case 1 No symptom 57.8 75.9 1.3 2.4

Case 2 No symptom 31.0 32.2 2.02 3.26

Case 3 No symptom 41.6 not done 1.03 2.25

Case 4 Thrombosis 36.5 42.3 2.78 7.0

Case 5 Thrombosis 29.8 33.2 < 0.5 1.38

Case 6 Bleeding 80.4 > 100 < 0.5 3.56

Case 7 Bleeding 48.0 > 100 0.44 3.01

Case 8 Bleeding 40.7 42.5 0.55 2.8



A 19-year-old man was referred to our haemostasis laboratory 

with a severe bleeding. 

Bleeding tendency began in infancy when he was hospitalized 

due to a prolonged haemorrhage of the umbilical stump. At 

the age of five, he was treated with subdural haematoma. 

Further symptoms were recurrent subcutaneous bleeding, 

intramuscular haematomas of both thighs and haemarthroses in 

the knees and repeated haemorrhages from the gum. He has had 

up to five major bleeding events per year. 
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The bleeding episodes were treated with fresh frozen plasma. 

Administration of plasma always stopped the bleeding, 

although that was given to him on experimental basis without 

the recognition of the exact diagnosis.
All coagulation

screening tests

(PT, APTT, TT, 

fibrinogen) were

normal and only a 

mild platelet

secretion defect

Computed tomography (CT) described a huge

intramuscular haematoma in the proximal and

mediodorsal region of the right thigh with diameters

of 7.7, 8.3 and 19.0 cm.



During a five-month

prophylactic rFXIII

substitution the

pharmacokinetics was similar

(pre-dose FXIII activity

varied between 4-6%) and the

patient was exempt of bleeding

symptoms. As demonstrated by

mixing studies carried out on

pre-dose plasma samples, no

Patient Reference

interval

Plasma

FXIII

activity

<1.0% 69-143%

FXIII-A2B2 <0.1% 67-133%

FXIII-A <0.1% 67-133%

FXIII-B 33.5% 64-136%

Platelet

FXIII

activity

<2.0% na

FXIII-A <0.1% 67-133%



Coagulation assay

puzzles:

• Use all coagulation screening assays in bleeding/thrombotic cases

• Utilize methods for assessing global hemostasis

• Be aware of the interfering factors

• Interference of anticoagulants (DOAC)

• Anticoagulants eliciting life-threatening thrombosis (HITT)

• Which patient is prone to bleeding ?  FXII or FXIII deficiency (
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