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Table 18.1 The coagulation factors

Factor
number  Descriptive name
| Fibrinogen
Il Prothrombin
n Tissue factor
% Labile factor
Vil Proconvertin
Vil Antihaemophilic factor
1X Christmas factor
X Stuart—Prower factor
X Plasma thromboplastin antecedent
Xl Hageman (contact) factor
X1 Fibrin-stabilizing factor
9\ ,\’ Prekallikrein (Fletcher factor)
N o1 HMWK (Fitzgerald factor)

* Active without proteolytic modification.
HMWK, high molecular weight kininogen.

NUMBER*

Vil

X
X

.Factor IXa = (% intrinsic pathway ¢/

Tiver i 5 cloing factors i
Vver s 4 30 cloting fctors 9 5 4
S e a3 Hiverd s ¥ 3 clting fator J s

Factor VITa = 43 extrinsic pathway o

PATHWAY(S) OF

NAME(S)
Fibrinogen. Liver.
Prothrombin. Liver.
Tissue factor (thromboplastin). Damaged tissues and activated platelets.
Calcium ons (Ca?*). Diet, bones, and platelets.
Proaccelerin, labile factor, or accelerator globulin (AcG). Liver and platelets.
Serum prothrombin conversion accelerator (SPCA), stable factor, Liver.
or proconvertin,
ilic factor (AHF), antil ilic factor A, Liver.
or antihemophilic globulin (AHG).
Christmas factor, plasma thromboplastin component (PTC), Liver.
or antihemophilic factor B.
Stuart factor, Prower factor, or thrombokinase. Liver.
Plasma thromboplastin antecedent (PTA) or antihemophilic factor C. Liver.

Hageman factor, glass factor, contact factor, or antihemophilic factor D.

Liver.

ACTIVATION
Common.

Common.

Extrinsic.

All

Extrinsic and intrinsic.
Extrinsic.

Intrinsic.

Intrinsic.

Extrinsic and intrinsic.

Intrinsic.

Intrinsic.
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Table 1: Thrombogenic and antithrombogenic
components in the body

Site Thrombogenic Antithrombogenic
Vessel wall Exposed endothelium  Heparin
TF Thrombomodulin
Collagen Tissue plasminogen activator
Circulating Platelets Antithrombin
elements Protein C and S

Platelet activating factor
Clotting factor
Prothrombin

Fibrinogen

VWF

Plasminogen

VWF — Von Willebrand factor; TF — Tissue factor







