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Abstract

Sleep-disordered breathing is common in normal population with obvious trend to
increase in prevalence. Moreover, this condition is found 4-6 times higher in stroke patients.
This article reviews definition and types of sleep-disordered breathing, mechanism of
sleep-disordered breathing, association between sleep-disordered breathing and
cardiometabolic disorders, including hypertension, diabetes mellitus, atrial fibrillation, as
well as cerebrovascular diseases. We also review published data of treatment effects using

continuous positive airway pressure device on stroke outcome.
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night) first month to sixth
year)

Percentage of n/a 42% 64% n/a

patients using CPAP

> 4 hours/night

Primary end point

1-month neurological
improvement: Rankin
Scale 90.9% vs 56.3%,
OR = 7.8, P<0.01,
Canadian Scale 88.2%
vs 72.7%, OR 2.8,

P<0.05

major cardiovascular

outcomes

incidence of newly
diagnosed
hypertension,

cardiovascular events

composite of repeated
revascularization,

myocardial infarction,
stroke, cardiovascular

mortality

time to first
cardiovascular event
after stroke: 14.9 vs
7.9 months, P=0.044;
overall cardiovascular
event-free survival:
87.7% vs 88.4%,
P=0.911

17% vs 15.4%

IR = 11.02 vs 9.02 per

100 person-years

IR = 4.18 vs 5.21

per 100 person-years

cardiovascular
mortality 0% vs 4.3%,
P=0.161; overall
cardiovascular
outcomes: 12.3%

vs 11.6%, P=0.56

HR =11
(0.91-1.32, P=0.34)

HR = 0.83
(0.63-1.1, P=0.2)

HR =0.8
(0.46-1.41, P=0.449)

Subgroup analysis,
CPAP usage = 4

hours/night

stroke risk:

HR = 0.56 (0.32-1.00,
P=0.05), composite
end point of cerebral
event: HR = 0.52
(0.3-0.9, P=0.02)

IR = 0.72
(0.52-0.98, P=0.04)

IR = 2.31 vs 5.32 per
100 person-years;
HR = 0.29 (0.1-0.86,
P=0.026)

AHI = apnea-hypopnea index, CPAP = continuous positive airway pressure, ESS = Epworth Sleepiness Scale,

HR = hazard ratio, IR = incidence rate, n/a = not available, OR = odds ratio
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