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(Disseminated intravascular coagulation: DIC)
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Table 1 Conditions associated with DIC
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wunensanmiinutaylen diffuse multiorgan bleeding,
hemorrhagic necrosis, microthrombi in small blood vessels,

thrombi in medium and large blood vessels aehalsfiony

Sepsis or severe infection

Trauma: serious tissue injury, head injury, fat embolism, burns

Liver disease
® Fulminant hepatitis

® Severe liver cirrhosis
Heat stroke
Organ destruction: severe pancreatitis

Malignancy: solid or hematologic malignancy

Obstetrical calamities: pre-eclampsia or eclampsia, placental abruption, amniotic fluid embolism, HELLP, acute fatty

liver

Vascular abnormalities: hemangioma, leaking or ruptured aneurysm, aortic aneurysm, Kasabach-Merritt syndrome,

vascular malformation
Severe toxic or immunological reactions

Snake bite, recreational drug use, severe transfusion reaction, transplant rejection
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1. Triggers of coagulation activation
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2. Propagation of coagulation activation
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3. Inflammation and coagulation in DIC
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associated pattern molecules (DAMPs 38 alarmins)
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4. Disseminated coagulation
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Table 2 Laboratory findings in acute and chronic DIC

Laboratory tests Acute DIC Chronic DIC

Platelet count Decrease Decrease or normal
Prothrombin time (PT) Increase Normal
Activated partial thromboplastin time (APTT) Increase Normal
Thrombin time Increase Normal or slightly increase
Plasma fibrinogen Decrease Normal or increase
Plasma factor V Decrease Normal

Plasma factor VIII Decrease Normal

Fibrin degradation products Increase Increase

D-dimer Increase Increase

ischemia 33889 acute tubular necrosis MNMINAHA
Lﬂummmu, W16 liver ischemia, adult respiratory distress
syndrome (ARDS), wmzwﬂwmwm?mLé‘a@q@ﬁuﬁamq
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Chronic DIC
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Table 3 Laboratory findings in DIC and differential diagnosis

Laboratory tests

Findings in DIC

Differential diagnosis

Platelet count Decrease Sepsis, impaired production, massive
transfusion, hypersplenism

PT Increase Vitamin K deficiency, liver failure, massive
transfusion

APTT Increase Liver failure, heparin treatment, massive
transfusion

Fibrin degradation product (FDP), D-dimers Increase Hematoma

Table 4 The ISTH Diagnostic Scoring System for DIC

1. Risk assessment: Does the patient have an underlying disorder known to be associated with overt DIC?

If yes: proceed

If no: do not use this algorithm

2. Order global coagulation tests (PT, platelet count, fibrinogen, fibrin related marker)

3. Score the test results

Result Score
Platelet count (/ul) > 100,000 0
50,000-100,000 1
< 50,000 2
Elevated fibrin marker e.g. D-dimer, No increase 0
fibrin degradation product Moderate increase 2
Strong increase 3
Prolonged PT (seconds) <3 0
3-6 1
> 6 2
Fibrinogen level (mg/dL) > 100 0
<100 1

4. Calculate score

> 5 compatible with overt DIC: repeat score daily

< b suggestive for non-overt DIC: repeat next 1-2 days
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Blood component therapy
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randomized controlled trial (RCT) 19 ISTH VL@%’JU?QSJ@?W
WUZINNUIMIMIINENAN 3 ﬁﬁﬂm\lﬁﬂ British Committee
for Standard in Haematology (BCSH), Japanese Society of
Thrombosis and Hemostasis (JSTH), a¢ Italian Society
for Thrombosis and Hemostasis (SISET) Fausalss Table 5
Prothrombin complex concentrate (PCC)
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Table 5 ISTH recommendation for blood component and anticoagulant therapy in DIC

Role of plasma , FFP, coagulation factors, and platelet

Quality of evidence

The transfusion of platelets is recommended in DIC patients with active bleeding and a

Low quality

platelet count of < 50,000 /uL. or in those with a high risk of bleeding and a platelet count of

< 20,000 /uL.

The administration of FFP may be useful in patients with active bleeding with either

Low quality

prolonged PT/APTT (>1.5 times normal) or decreased fibrinogen (<150 mg/dL).

It should be considered in DIC patients requiring an invasive procedure with similar

laboratory abnormalities.

The administration of fibrinogen concentrates or cryoprecipitate may be recommended in

Low quality

actively bleeding patients with persisting severe hypofibrinogenemia (<150 mg/dL) despite

FFP replacement.

Prothrombin complex concentrate (PCC) may be considered in actively bleeding patients if

FFP transfusion is not possible.

Anticoagulants

Therapeutic doses of heparin should be considered in cases of DIC where thrombosis

Low quality

predominates. The use of low molecular weight heparin (LMWH) is preferred to the use of

unfractionated heparin (UFH).

Prophylaxis for VIE with prophylactic doses of UFH or LMWH is recommended in critically

ill, non-bleeding patients with DIC, but there is no direct evidence of the effects of

anticoagulants on DIC.
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Antifibrinolytic treatment
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