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IL6 And CRP
In Patients With
Thrombotic And Hemorrhagic Stroke

Introduction

Cerebrovascular disease is probably the second
most common cause of death in the world(). Rapid
distinguishing between the two major types of stroke
(thrombotic or hemorrhagic ) is essential to decrease
mortality and morbidity through early intervention.

Although radio-imaging (CT/MRI) is the corner
stone in distinguishing between the two types —in
developed countries — it is not available in most medical
centers .So every effort should be done to develop other
markers that can help in differentiation between the two

types.

Interleukin-6 (IL-6) has a role in thrombotic
events through increasing PAI- | ,decreasing fibrinolytic
activity , and it is a key regulator of the acute-phase
response . (2) IL6 was proved to be a pleiotropic cytokine
with a wide range of biological activities and produced by
various types of lymphoid and non-lymphoid cells), IL6
induces T cell growth ,cytotoxic T cell differentiation ()
and as well as terminal macrophage differentiation(” In the
acute phase reaction, IL6 stimulates hepatocytes to produce
acute phase proteins such as C reactive protein (CRP),
fibrinogen, alfa; antitrypsin, and serum amyloid A (SAA)



C-reactive protein, an acute-phase reactant was
initially believed to be only a marker of vascular
inflammation, recent research indicates that it also plays an
active role in atherogenesis(z-4)lt is detectable in the early
stages of plaque development and is believed to be involved
throughout the atherogenic process, facilitating everything
from the initial recruitment of leukocytes to the arterial wall
to the eventual rupture of the plaque()

Aim of the study

The aim of this study is to measure serum levels of IL6
and CRP titer in patients with(thrombotic and
hemorrhagic) Cerebrovascular stroke
And discus their roles in pathogenesis of
Cerebrovascular stroke

Subjects and methods

Thirty Patients with acute Cerebrovascular stroke
(fifteen with thrombotic and fifteen with
hemorrhagic ) will be enrolled in the study, The cerebral
ischemic/ or hemorrhagic event will be documented by
computerized tomography scan ( CT scan).



Patients with history of cranial trauma, atrial
fibrillation, other major sources of cardioembolism,
coagulation defects, tumors, vasculitis , will be excluded

Fifteen healthy volunteers matched for age will be
enrolled as controls

For all individuals enrolled in the study:

- complete medical history will be collected.
- complete clinical examination.
- Lab investigation : complete blood picture ,Renal
function tests ,liver function tests , fasting
and post prandial blood sugar, ESR, CRP titer.

-Measuring serum IL6 by .
ELISA

And results will be discussed
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ISCHEMIC STROKE



Spontaneous Intracerebral
Hemorrhage



Interleukin-6



C-Reactive
Protein (CRP)



