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LIST OF ABREVIATIONS

ACTH ¢t Adreno Cortico Trophie Hormone.

AMCA : Amino Methyl Cyclohexane Carhoxylic acid
or Tranexamic acid.

AL s+  Acute Leukeamis .

CLL ¢ Chronie Lymphoeytic Leukeamia.

CML ¢t Chronie Myelocytic Leukeamia.

DIC 1 Disseminated Intravnscular Coagulation.

EACA ¢ Epsilon Amino Caproic Acid .

EDTA t Ethylen Diamine Tetraacetic Acid.

ELT : Euglobulin Lysis Time.

FDP : Fibrin(gen) Degradation Products.

PSP : Fibrin Stabilizing Factoi.

Hb : Haemozlobin .

HUS ¢ Haemolytlce Ursamic Syndrome.

Mt S5.D. : Mean * Standard Deviation

MES : 2N Morpholine Ethan-Culphonie Acid.

M1, + Malignant Iymphomas.

MM +  Mixw Monlds.

MP : tMixed Pollens.

I-IHH_--CE.)l+ : Ammonium Oxalats Powder.

PF3 : Platelat Factor-3

FPP ¢ FPlatelet Pooyr Plasma.
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PRP : Platelet Rich Plasma
RBC?3 ¢ Red Blood Corpuscles.

Soc + Seconds

SP : Step Phenomanan.

STT t Serlal Thrombin Time.

TTP ¢ Thrombotic Thromboeytopenie Farpura.
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AIM OF THE WORK

Along the course of different haemopoietic mali-
gnanciss, there is, at a time, certain degres of blood
loss. The blood loss in such cases has different forms
and variable severity, Blood loss may be the presenting
symptom in many cases with mslignant blood disordars .
Moreover, some of these cases are discovered accident-
ally daring the search for a systemic or spacific
cause of serious haemorrhage, e.g. vitrious or braln

hasmorrhages(Wintrode, 19568).

Many abnormalities in the hemostatic mechanism
ware accused in the pathogenesis of hasmorrhage 1in
malignant haemopoietic disorders. Since, thromboey-
topenia 18 reather a econstant finding in most of mali-
gnant haemopoiaetic disorders, it was incriminated as
the baslie canse of haemorrhagic tendencies in such
cases(Pisciotta & Schultz,1955).

Yat, it was found that the magnitude of thrombocyto-
panila in many cases 1is not sufftcient alone to give
clinical bleeding. It was then suggested that the
coagulation mechanism may be disordered in one or
more of its steps. Seversl reports are avallable
about decrease In the plasma activity of factor V,Vi?

and prothrombin(Gilbert & Wasserman, 1964). Agaim ,
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these descrete ahnormalities in the ccagulation mechan-
ism are not sufficient to induce haemorrhage. By the
advent of interest in the platalet function rather
count abnormglitisas. 1t was found that malignant haem-
opoletic disorders may accompanied by defective plat-
elet function suech as: impaired adhesicn and aggrag-
ation or defective release reactlion, "thrombocyto-

pathia. (Lewls, 1957).

The position of fibrinolvtic disorders among the
differaent seticleogle factors inducing bleeding 18 not
vet fully elucidated in many disease statas. It 1s
considered that fibrinolytic hyperfunction may be &
factor which ean precipitate, modify or prolong the
bleading when other factors are grossly affected.Thus,
in haemophilia which is well known a$ a heemorrhaglc
tendency due to heriditary deficiency of factor VIII
(antihaemophilic globulin), the fibrinolytic mechanism
intruded as a subsidiary factor, while when hyperfunct-
ioning, may precipitate or prolong an attach of bleeding
in a haerophiliac. Antifibrinolytic agents{e.g. Epsilona
Amino Caprole Aeld) are now used in haemophillacs during
attacks of blesding(MeNicol and Douglas,1972). The cons-
ideration of firrinolvtie hvperfunction in haemophilia

ltas anlved tho amazing observation, why we may have two
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haemophiliacs with similsr plasma factor VIII activities,
one of them is bleeding and the other is not ¥

As regards the malignant haemopoletic disordsrs,
the same situation may be present and we may have a
group of patients with nearly similar platelet count
and function and simil=r c¢oagulation mechanisms, yet,

some of them are bleeders and some are not.

The study of fibrinolytic mechanism in thesae
patients 1s worthly so as to localize actual partic-
ipation in the causation of haemorrhage. The aim of
this work 1s to study the fibrinolytlic mechanism in
patlents with walignant haemopolietic disordersto
elucidate properly the defects in this system which
might be of importance in the prognosis and managem=

ent of patlents .
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1.1, Fibrinogen

Fibrinogen is one of the least soluble and larger
proteins in the plasma (Wintroba, 1967). Its molaenlary
weight 1s 330,000, It 1s a glveoproteln composed of three
palrs of polypeptide chains and has a basie rols in the
heamostatic mechanism (Blomback,1969;Mckes et al.,1970),

Fibrinogen 18 tha precursor of the clot-forming
protein fibrin. It is essential for the formation of
blood clots (Wintrobe, 19%7). The end resnlt of eonver—
Sion of fibrinogsn to fibrin during blood coagulation is
the fommation of a fine network of fibres which entangles
the cellular elements of the blood snd forms the bhlood
clot. Clotting of fibrinogen and the stabilization of
the clot depend on the functions of two protelns ,
thrombin and the fibrin stahllizing factor(factor XIII)
(Sjouquist 1959; Sherry et al., 19%4; Iorand, 1965 j
Blomback et al., 1966).

Thrombin H

Is a hydrolytic enzvme which h:drolyses four spec-
ific arginyl-glyecine bonds of each fibrinogen moleculs,
and two pairs of fibrino-peptides are released (Bailey

and Bettelheim, 1955).
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