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Introduction

A stroke is a rapidly developing clinical symptoms and or signs
of focal and at times global loss of brain functions with
symptoms lasting more than 24 hours or leading to death , which
Is thought to be due to inadequate blood supply to a part of the
brain or spontaneous hemorrhage into or over the brain substance
(Warlow , 2001).

Acute ischemic stroke refers to stroke caused by thrombosis or
embolism and accounts for 80% of all strokes
(Gustafsson , 2003) .

Stroke is the third leading cause of death in the United States
following cardiac disease and cancer related deaths.
Approximately 29% of patients die within one year following
stroke. These percentage rises in patients older than 65 years
(Adams et al., 2005) .

The brain is the most metabolically active tissue in the body .
While representing only 2% of the body's mass, it requires 15-
20% of the total resting cardiac output to provide the necessary
glucose and oxygen for its metabolism (Marler et al.,1997).

Ischemic stroke results from events that limit or stop blood flow ,
such as embolism , thrombosis in situ , or relative hypo
perfusion. As blood flow decrease , neuron cease functioning ,
and irreversible neuronal ischemia and injury begin at blood flow
rate of less than 18ml/min (Schneider et al., 2004 ) .

Metabolic neurological disorder include a wide variety of
conditions. Imbalance in key metabolism constituents , include
gases , electrolytes, vitamins and hormones can produce dramatic
systemic and neurological consequences leading to stroke
(Dejong et al., 2005) .

......................................................................................................................
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Inherited metabolic syndromes associated with an increase
occurrence of stroke include MELAS syndromes
pseudoxathoma elasticum, Fabry's disease . homocystinuria |,
and sulfate oxidase deficiency. Although these disorder are
relatively uncommon they are typically more symptomatic in
patient younger than 40 years (Dawid , 1997 ) .

Smoking represents a significant and modifiable risk factor . It
has been demonstrated that current smokers who smoke 20 or
more cigarettes per day have an associated increase of stroke risk
approximately 2 — 4 times that of a nonsmoker (Brown et
al.,2004) .

Ischemic and hemorrhagic stroke and stroke of undetermined
origin may be related to alcohol intake .Both mortality and
morbidity from ischemic infarction seem to be increased among
heavy drinker as well as the risk of stroke recurrences
(Gdovinova ., 2002) .

Multiple illicit drugs, including heroin, amphetamine, cocaine,
sympathomimetics such as phenylpropanolamine, ephedrine and
pseudoephedrine, phencyclidine, lysergic acid diethylamide,
marijuana, and alcohol, have been associated with stroke
(Kernan et al.,2000).

Abnormalities in blood cell constituents and plasma proteins may
result in a hypocoagulable or hypercoagulable state with
corresponding abnormalities In blood viscosity and stasis , which
predispose the patient to cerebral ischemia or cerebral
hemorrhage (Dawid, 1997 ).

Preexisting hyperglycemia is found commonly in patients
presenting with acute stroke, and hypoglycemia may present with
focal symptoms mimicking acute stroke. Diabetes mellitus
increases the risk for all types of stroke ( Aslan ,1997)).

......................................................................................................................
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Diabetes is strongly linked with high blood pressure and,
although diabetes is a treatable condition, yet it increases a

person’'s risk for stroke (Dejong et al., 2005 ) .

Both hyperthyroidism and hypothyroidism can contribute to a
cardioembolic source for stroke (Gaede et al ., 2003).
Hyperparathyroidism and hypopituitarism may have an increased
risk of stroke (Parsons et al ., 2002).

Metabolic problems are a rare cause of pediatric stroke may give
rise to strokes in young adults. Homocystinuria and Fabry's
disease cause vascular occlusion; other metabolic disorders do not
cause vascular insufficiency and are more properly termed
strokelike episodes . Metabolic strokes can be caused by organic
acidurias, mitochondrial abnormalities, lysosomal disorders, and
urea cycle defects ( DeGraba et al ., 1995).

The metabolic disturbance that occur with organ failure may be
accompanied by pronounced neurological abnormalities as in
cardio respiratory arrest and hepatic encephalopathy . A severe
metabolic encephalopathy may also develop with systemic
infection , sepsis, burn , and multiple organ failure causing
transient focal neurological deficit mimicking a TIA , and even
stroke (Dejong et al ., 2005) .

Metabolic disorders should be excluded in all patients with a
diagnosis of suspected stroke, especially if the presentation is
associated with a confusional state or focal seizures. The
conventional symptoms and signs of the metabolic disorders may
be minimal or absent. The relative rarity of these disorders among
patients with suspected stroke is overshadowed by the importance
of early recognition and treatment, in order to minimize morbidity
and mortality (Berkovic et al.,2002) .
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