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Most workers who are interested in thrombotic lesions of the
heart accept that, atherogenesis and thrombogenesis are the two
elements of great importance in the etiology of coronary heart

disease (Smith and Ashall, 1985).

So far, most of epidemiological and eticlogical researches on
ischemic heart diseases have mainly dealt with conventional risk
factors such as atherogenesis, but studies on hemcstatic system
have been insufficient to clarify the problem (Sagrue et al.,

1985).

Detailed investigations have demonstrated occlusive thrombi in
coronary arteries in 95% of cases with acute localized infarction
and 74% of cases with sudden cardiac death (Davis and Thromas,
1984). Thus, the end point is a thrombotic episcde, but no
hemostatic factors were investigated in most of the major

epidemiological or intervention trials.

After thrombosis or recurrent thrombotic episcdes, there is no
single test that detects the thrombotic tendency. However, the
study of the activity and count of platelets, detection of
cousumption or increased activity of coagulation factors, thrombin
activation and fibrinolysis point to the possible mechanism for

thrombotic tendency. Besides, the other risk factors such as diet,
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smoking, stress or family history of thromboembolism which are

clearly relevant (Lowe et al., 1981).

The last fragment of hemostasis is the very important part of
hemostatic pathway. It has a decisive role in the outcome of
hemostatic responses. Thrombin activation and fibrinolytic

mechanism are good representative for this part of hemostasis.

The symptoms and signs of ischaemia in patients with coronary
heart diseases could be related to a hypercoagulable state. Such a
condition might be detected by elevated fibrinogen level (Yarnell

et al., 1985).

Fibrinopeptide A is the first peptide released from fibrinogen
by thrombin to produce fibrin I. The half life of fibrincpeptide A
in vivo is calculated to be 3 minutes and its measurement in blcod
can serve as an in vive index of intravascular thrombin action

(Nossel, 1978).
AIM OF THE WORK:

The aim of this work is to assess the thrombotic activation
and fibrinolytic mechanism in patient with coronary diseases in a

trial to find correlation between the hemostatic actiwvity and risk

factors.
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I. HEMOSTASITIS

Hemostasis is the combined effect o©of various mechanisms
involved in the prevention of spontaneous hemorrhage and in the

arrest of escape of blood from the injured vessels.

The mechanism of hemostasis comprises the function of four
components: vessel wall, Platelets, cvagulation system and
fibrinolytic system. All components must be functioning correctly

if hemostasis is to be normal (Fig. 1,2).

Vascular System:

The normal vascular morphology is comprised of three discrete
lavers, the intima, the media, and the adventitia. The intima is a
continuous monolayer of non-thrombogenic endothelial cells that
rests on subendothelium secreted by the cells. Media is formed of
smooth muscles. Adventitia is comprised of an external elastic

lamina and supportive connective tissue (Stemerman, 1982).

A. The role of vascular endothelium in hemostasis:

The vascular endothelium is important to prevent cozing of
blcod from circulation. The vascular endothelium contains

contractile protein fibers, i.e., stress fibres. These fibres are
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FIG. (1): INTERACTION BETWEEN PLATELETS,
PLASMA FACTORS AND VESSEL WALL IN HEMOSTASIS

PF; = PLATELET FACTOR-3
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