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Introduction & Aim of Work ‘

Protein C is an anticoagulant protein which plays an
important role in regulating blood coagulation in vive . [t is a
vitamin K - dependent glycoprotein which is synthesized in the
liver . The anticoagulant effect of protein C is due to
inactivation of the activated FV & VIII . In order to exert this
anticoagulant activity , protein C ( which circulates in the
blood as a zymogen ) first has to be converted to the
proteolytically active form in the presence of calcium &
phospholipid { Esmon & Esmon , 1984} .

In addition to its anticoagulant propesties , protein C
facilitate fibrinolysis ( Fair & Marlar, 1986) .

Hereditary or acquired protein C deficiency is associated
with a predisposition to thromboembelic diseases so ,
preveniive measures should be instituted . In nephrotic
patients , many factors contribute to hypercoagulability &
thromboembolic complications including At I def , increase
concentration of fibrinogens , FY , VIII & platelets
hypercoaguiability { Abdullah , 1988) .

The aim of our study was te estimate P - C quantity &
quality in the blood of nephrotic patients for the possible role
that it might play in the pathogenesis of thromboembolic
complications in these patients & trial to find correlations
between P - C & some hemostatic parameters .






Chapter 1



Bood Coagulation

The haemostatic mechanism comprises a series of integrated
reactions of the vessel wall , piatelets , plasma coagulation and
fibrinolytic factors directed towards maintenance or
reestablishment of vascular integrity . It is a delicate balanced
system influenced by vessel size , conditions of blood flow ,
inherited or acquired alternations of the concentrations , of
coagulation , fibrinolytic & inhibitors factors , present in
normal plasma or associated with a variety of pathologic
conditions . Vanation in any of these factors may lead to either
excossive bleeding or thrombosis . Haemostasis & thrombosis
may thus be looked on as the response of blood to vascular
injury . So the functions of the normal haemostatic process are
to prevent blood loss from intact vessels & to amrest bleeding
rrom injured vessels { Wingrobe et al, 1981) .

_ Bicod coagulation has leng been considered to be an
enzymatic process , according to the coagulation cascade or
waterfall hypothesis { Davie and Ratnoff , 1994) most of the
coagulation factors circulate as proenzymes which are
converted to enzymes during the clotting process . The most
obvious exception is fibrinogen , which is converted 1o
inseluble fibrin in the final step . The function of each enzyme
formed is to activate the proenzyme which succeeds it n the
coagulation sequence .

The coagulation is initiated by two fundamental different
mechanisms : The process of contact activation and the action
of tissue factor , which proceed via two separate pathways
(intrinsic & exirinsic pathways) . The end result is factor X -
activation . Then they converge by activating a third common
pathway leading to fibrin formation ( Fig. 1) .

NB:-

1 - The coagulation ntrinsic & extrinsic system terms are
widely used with reference to the reactions indicated by



