Diagnosis and management of
thrombotic disorders in
Intensive care patients
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Etiology

- Balance between procoagulant and anticoagulant.

-~ Genetic, acquired and environmental factors can
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Thrombus in cardiac chamber can be detached as
o] oulmonary embolism or cerebral stroke).
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Genetic defects that increase the propensity for venous thromboembolism
include

. Factor V Leiden mutation, which causes resistance to activated protein
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Acquired Causes of Thromboembolism

CANCER PATIEN

HEPARIN INDUCED THROMBOCYTOPENIA
VITAMIN DEFICIENCY (FOLATE B6, B12)
SEPSIS

OCPS

TISSUE INJUIRY

VENOUS STASIS



SYMPTOMS AND SIGNS C



- Chest pain and shoriness of breath: Possible PE or
myocardial infarction

- Leg pain, warmth, redness, and swelling: DVT

> )ness of one side of the body,
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IF the condition is clinically obvious (eg.
acent surgery or frauma, prolonged
ancer, infection, medical




~ A family history of venous thrombosis (first-
degree relative with venous thromboembolism
before age 50 years)

sode of venous thrombosis

>
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~ Clotting assay for lupus anticoagulant
- Clotting assay for resistance to
ctivated protein C




~ Functional assay of protein C
- Functional assay of protein $

Antigenic assays of total and free protein §.

evels


https://www.nice.org.uk/guidance/ng158










Features Score (points)

Clinical signs and symptoms of DVT 3.0
No alternative diagnosis 3.0
Heart rate >100 beats/min 1:5
Immobilization =3 days or surgery in 1:5
the previous 4 weeks

Previous DVT or PE 1:5
Hemoptysis 1.0
Malignancy with active treatment in the 1.0

past 6 months or under palliative care
Pretest clinical probability
PE unlikely =4.0

. PE likely >4.0
PE = Pulmonary embolism, DVT = Deep vein thrombosis




THROMBOTIC
DISORDERS



oaqulation is cornerstone.




~ Venous thromboembolism (VTE) in critically ill patients may be a life-threatening
complication increasing duration of mechanical ventilation and stay in the intensive care

unit
as started as thromboprophylaxix 1960.
1) was discovered in the 1980s mainly to reduce HIT

Lasting Legacy in Intensive Care Medicine
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https://link.springer.com/article/10.1007/s00134-022-06850-7#article-info

~ Consistent with clinical studies which seem to provide a superior
efficacy of LMWH compared to UFH, without an increase in
bleeding complications, the European and American guidelines
recommend pharmacological prophylaxis with LMWH over UFH
in critically ill patients The guidelines also suggest no prophylaxis
2rmittent pneumatic compression in patients with
)/mm?3 or a high risk of bleeding
1 patients




Thromboprophylaxis in critically ill patients

No contraindication
to anticoagulation

LMWH > UFH
(Grade 1B)

COVID-19

v

Prophylactic > intermediate/ therapeutic
anticoagulation (Moderate strength)

« Platelet count < 50,000/m? Severe renal Severe liver

« High risk of bleeding insufficiency failure
* No anticoagulation (Grade 2C) * Low-dose heparine (Grade 2C) Careful anticoagulation (Grade 2C)
* ICP > GCS (Grade 1B) * Dalteparin (Grade 2B)

» Reduced dose
enoxaparin (Grade 2C)

\

Assessment anti-Xa (Grade 2C)



~ DOAG:s include factor Xa inhibitors (rivaroxaban, apixaban) and
the direct thrombin inhibitor dabigatran. Unlike warfarin, DOACs

D not require regular laboratory monitoring, and some of these

zan be used in acute



Patients with acute, massive pulmonary embolism (PE)
ing hemodynamic instability may be treated
ic agent (eg, tissue



https://emedicine.medscape.com/article/300901-overview

Indications

Thrombolytic treatment administered in acute PE associated with
hemodynamic instability in patients who do not seem prone to
bleeding,. [*°]

the following:




Relative contraindications include the following:
ma within the past 2 weeks




OMY, EMBOLECTOMY,
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