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INTRODUCTION
A variety of abnormalities of the hemostatic system have been
reported in diabetic patients. Since most of these abnormalities indicate
a hypercoagulabie and hypofibrinodytic state leading to enhanced intra-
vascuiar fibrin deposition, they have been linked to the high incidence for
cardiovascuiar morbidity and mortality among these patients (Juhan-

Vague et al., 1991).

Fibrinolytic activity has been reported to be normal, elevated or low
in diabetic patients [Ostermann and Vandeloo, 1988). This activity is
mainly dependent on the plasma levels of tissue plasminogen activator {t-
PA} and plasminogen activator inhibitors {PAIS) usually PAI-1. A
hypofibrinolytic state, therefore, may result from decrease of t-PA or
increase of PAl-1 or both. In type 2-diabetic patients, increased levels of
PAI-1 have been described {Auwerx et al., 1988 and Juhan-Vague et al.,
1991). The increase of PAI-1 was found to be correiated to the degree of
obesity and parameters of lipid metabolism {Juhan-Vague et al., 1989).
In another study, by contrast, neither t-PA nor PAI-1 was significantly

increased in type 2- diabetics compared with the controls.

AIM OF WORK:

This work aimed to investigate the effect of diabetes and metabolic

effects on the plasma leveis of PAI-1,
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FUBRBINOLYTIC SYSTEM



I. FIBRINOLYTIC SYSTEM

A) DEFINITION:

Fibrin formation is a central feature of inflammation, tissue repair,
and hemosiasis. These reactions are temporary and their effects are
curtailed or reversed in order to restore normal tissue structure and
function when the inciting stimulus is removed. Thus, a fibrin clot which
forms quickly in a torn blood vessel to stem the loss of bicod is
remodeied and removed to restore biood flow. The principal effector of
clot removal is the fibrinoiytic system, which controls the enzymatic

degradation of fibrin {Williams et al., 1993).

The coordinated action of activators, zymogens, enzymes and
inhibitors provides for local reaction at sites of fibrin accumulation

without systemic effects.

in the blood, fibrinolysis results from the conversion of an inert
plasma proenzyme (Plasminogen) into a proteolytic enzyme (plasmin), the
main physiologic role of which presumably is the proteolytic dissolution

of fibrin.



