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I ntroduction and aim of the work

Introduction

In recent years many techniques have been investigated
for their usefulness in monitoring the patient’s neurological status
and predicting the outcome of therapy for ischemic brain disease.
Neurological examinations are helpful when neurological
function is largely intact but are of little value in assessing infarct
volume or in patients who are comatose after cerebral infarction.
Modern neuroradiological imaging techniques such as CT, MRI,
and ultrasound help clinicians identify the location and volume of
an infarct and thus plan treatment, such as intravenous or intra-
arterial administration of fibrinolytic agents and neuroprotective
drugs to halt tissue damage. However, repeating
neuroradiological  imaging—usually daily—is  impractical
(Missler et al., 1997).

Several monitoring techniques have been developed
based on measuring levels of various proteins, including neuron-
specific enolase (NSE), myelin basic protein, glial fibrillary
acidic protein, and S-100 protein (Missler et al.,1997).
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During the past decade the analysis of neurobiochemical
markers of brain damage has attracted increasing attention in a
variety of central nervous system disorders. Because of
commercial availability and detectability in peripheral blood,
neuron-specific enolase (NSE) and protein S-100B were the
biochemical markers of brain damage studied most often in
clinical settings. Both proteins are considered specific markers of
brain damage after stroke (Cunningham et al, 1996, Abraha et
al., 1997).

Poststroke S-100B serum concentrations were reported to
correlate significantly with the size of infarcted brain areas, and
the release pattern of the brain-originated protein was interpreted
to mirror the underlying pathophysiology of acute stroke
(Wunderlich et aal., 1999).

As it is released from dead astroglail cells followed by a
leakage of the protein through an impaired blood-brain barrier
(Foerch et al, 2003).

Studies on cell cultures indicate that protein S-100B not

only reflects glial cell function but also modulates complex
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neuronal-glial interactions. This finding suggests a major role of
S-100B in brain repair mechanisms and plasticity (Herrmann et
al., 2000).

The analysis of the poststroke kinetics S-100B may
possibly give a hint of potential brain repair mechanisms. The
present data also suggest that the postischemic S-100B release
may be a useful tool of monitoring and evaluating therapeutic
interventions such as neuroprotective drug treatment, which is
expected to be a major part of future stroke treatment (Herrmann
et al., 2000).

Recently Foerch et al (2004) ruled out that the serum
marker S100B can predict a malignant course of infarction in
proximal MCA occlusion. This finding may improve the
identification and monitoring of patients at particularly high risk

for herniation.




I ntroduction and aim of the work
Aim of the work:

(1) Analyze the poststroke serum protein S100 as a marker of
neuronal death.

(2) Evaluate the association with stroke subtype and volume of
infarcted brain areas.

(3) Contrast the ability of protein S100 to predict the early
neurological and functional outcome after acute stroke (with 3
and 6 months follow up).




