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Anetta Undas. Fibrin clot properties and thelr moduIatlon in thrombotic disorders. Thromb Haemost. 2014;112(1):32-42.
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( Heparin Induced Thrombocytopenia )
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Nowak G.Heparin-induced thrombocytopenia (HIT II) -
a drug-associated autoimmune disease. Thromb
Haemost, 2009,102(5):887-891.
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Extrinsic pathway Intrinsic pathway

Fibrinogen Fibrin Clot stabilisation

Undas A. Fibrin clot properties and their modulation in thrombotic disorders. Thromb Haemost. 2014 Jul 3;112(1):32-42.
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(von willebrand factor, vWF)
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tients (HR 7.65 95% CI 2.16—27.2), while the risk in SAP patients
was slightly lower (HR 4.05 95% CI 0.88—-18.7). Higher VWEFE:Ag
levels were also significantly associated with a higher incidence of
MACE in ACS patients (HR 4.14, 95% CI 1.47—-11.6, p=0.007), but
not in patients with SAP (HR 1.31, 95% CI 0.52—-3.29, p=0.57)
(> Table 3, » Figure 4). Additional adjustment for plaque burden
did not change the results.

Michelle A. H. Sonneveld, et al. Von Willebrand factor in relation to coronary plaque characteristics and
i 0
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0.38-0.99, p=0.047). The vWEF/ADAMTS13-ratio, determined 24
h after CV, showed comparable results (HR: 1.04, 95%0¢CI
1.00—1.09, p=0.051). Accordingly, the analysis of tertiles of the
vWE/ADAMTS13-ratio also showed a significantly increased risk
of recurrence of AF with higher ratios (HR: 1.56,95%CI 1.09-2.23,

Matthias K. Freynhofer, et al. Levels of von Willebrand factor and ADAMTS13 determine clinical outcome
after cardioversion for atrial fibrillation. Throm Haemo. 2011.425-443.
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1) Pengo V, Tripodi A, Reber G, et al. Subcommittee on Lupus Anticoagulant/Antiphospholipid Antibody of the Scientific and Standardisation
Committee of the International Society on Thrombosis and Haemostasis. Update of the guidelines for lupus anticoagulant detection. J Thromb

Haemost 2009;7(10):1737-1740.
2) Clinical and Laboratory Standards Institute. Laboratory Testing for the Lupus Anticoagulant H60-A ; Approved Guideline, 2014, Vol. 34 No. 6.
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Recommendations for acute phase treatment

PE without shock or hypotension (intermediate-or low-risk)

Anticoagulation: combination of parenteral treatment % & PR A 2.0~3.0 (2 5)
with VKA

Initiation of parenteral S g%}]ﬂﬁjﬁ]j/\#/\}% 2.0~3.0 (2.5 )
anticoagulation is recommended

without delay in patients with 'GE‘ éﬂ" éﬁ_ ] 2.0~3.0 (25)
high or intermediate clinical

probability of PE while i3 ,_E?-. »

diagnostic work-up is in MR TR TFA 2.0~3.0 (2.5)
SIEHES Y BEHRA 2.0~3.0 (2.5)

LMWH or fondaparinux is the
recommended form of acute By G e % —%— B ;A 2.0~3.0 (2-5 )
phase parenteral anticoagulation 281, 353

for most patients.

In parallel to parenteral
anticoagulation, treatment with
a VKA is recommended,
targeting an INR of 2.5 (range

Anticoagulation: @@r@a’nﬁcoagulants
As an alternative to the

combination of parenteral

anticoagulation with a VKA,

anticoagulation with rivaroxaban

(15 mg twice daily for 3 weeks,

followed by 20 mg once daily) is
recommended.

£ Z (antibiotics)
s Ut #AH (antifungals agents)
F ARz (antidepressants)
Fodn ) H 254 (antiplatelet agents)

Fe# B (amiodarone)

# ¥ 25 (anti-inflammatory drugs)
st L BE & By (acetaminophen)
#/X, 97 % (alternative remedies)
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Suzanne J. Francart et al. Performance of coagulation tests in patients on
therapeutic doses of rivaroxaban A cross-sectional pharmacodynamic study
based on peak and trough plasma levels. 2014, Throm Haemo.
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(1) Greg Hapgood et al. The effect of dabigatran on the activated partial thromboplastin time
and thrombin time as determined by the Hemoclot thrombin inhibitor assay in patient plasma
samples.2013, Throm Haemo. (2) Joanne van Ryn et al. Dabigatran etexilate — a novel, reversible,
oral direct thrombin inhibitar: Interpretation of coagulation assays and reversal of anticoagulant
activity.2010, Throm Haemo.
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