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INI"~RODUCTION 

It Is currently accepted that a causal relationship exists between 

cerebrovascular accidents and sleep breathing disorders. Sleep breathing 

disorders are associated with a higher Incidence of Ischemic heart 

diseases (Koskenvuo et al.. 1987), hypertension (Kosh.envuo et al •• 

1981!; ), polycythemia (Harrison et al.. 1981 ), changes In Intracranial 

vascular blood flow (Daly et al., 1990), all of them are considerable risk. 

factors for the development of cerebral infarction or hemorrhage. 

Snoring even without evidence of manifest sleep apnea Is Incriminated 

on its own to be associated with a higher Incidence of cerebral Infarction 

(Palom.akl. 1991 ). On the other side of view, cerebrovascular accidents 

are often mentioned on the list of causes of sleep breathing disorders 

(Millman l!t Fishman. 1988), cases with brain stem Infarction In parti­

cular are reported to develop snoring with obstructive sleep apneic 

episodes (Askenasy l!t Goldhammer. 1988). 

Little Is known about the prevalence of sleep breathing disorders In 

patients recovering from acute cerebrovascular accidents and the factors 

contributing to the development of these disorders. 



AIM OF THE WORK 

The aim of this study was to assess the prevalence of breathing 

<Jisonll!rs In cases with acute cerebrovascular strokes, with correlation of 

the extent of these disorders to the different neurological patterns of 

cerebrovascular strokes. 
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REVIEW OF LITERATURE 

Definitions 
+ Sleep apnea: It Is defined as a greater than ten seconds pause In 

respiration during sleep. 

+ Hypopnea: A fall In the Udal volume by more than .50%. 

+ Obstructive sleep apnea (OSA}: It Is considered to occur when 

airflow Is interrupted by an obstruction In the upper airway. There Is 

no airflow despite of respiratory effort. 

+ Central sleep apnea (CSAl: The respiratory center falls to Initiate 

respiratory effort, so there Is no alrllow or respiratory effort. 

+ Mixed sleep apnea [MSAl: There Is absence of respiratory effort 

followed by unsuccessful respiratory efforts. It Is a combination of 

both central and obstructive apnea. 

Apneic episodes that occur at sleep onset or during bursts of rapid eye 

movement In REM sleep should not be considered pathologic, since they 

occur in normal populations (Phillipson, 1978). These are of short 

duration (10-20 sec), central In origin, and usually not associated with 

EEG arousal. 


