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OBJECTIVE: To analyze the prevalence of sleep-disordered
breathing in patients with acute ischemic stroke and the in-
fluence of the characteristics of the stroke and time of onset.

PATIENTS AND METHODS: Polysomnography was performed
with an Autoset Portable Plus II in 139 patients within 72
hours of the onset of symptoms. Standard polysomnographic
data, signs and symptoms related with sleep apnea-hypopnea
syndrome (SAHS) prior to ischemic stroke, vascular risk
factors, and characteristics and onset time (day/night) of
ischemic stroke were recorded. The polysomnographic data
were compared with results published for subjects of a similar
age in the general population.

REesuLTs: The mean age was 73.6 (SD 11.1) years (59% of
the patients were men). Prior to the stroke, 64.7% of the pa-
tients snored, 21.6% presented repetitive sleep apneas, and
35.6% had daytime sleepiness. The mean apnea-hypopnea
index (AHI) was 29.1 (17.9) episodes/hour, the obstructive
component of which was 20.1 (15.7) episodes/hour. Five pa-
tients presented Cheyne-Stokes breathing. The AHI (for all
cut-points from 5 to 50), chronic snoring, and daytime slee-
piness were significantly greater than those published for
the general population. The stroke characteristics showed
no significant differences between daytime and nighttime
onset. Nighttime stroke (60.4%) was associated with a signif-
icantly higher AHI (33.3 compared to 24.7 episodes/ hour)
mainly because of obstructive apneas. Nighttime stroke was
also associated with a greater nighttime desaturation and a
greater probability of SAHS symptoms prior to stroke (odds
ratio, 2.62). In contrast, there were no differences in vascular
risk factors between daytime and nighttime stroke onset.

ConcLusiON: The prevalences of sleep-disordered breath-
ing with clinical signs and symptoms of SAHS were high in
this population of patients with acute ischemic stroke.
Patients with nighttime stroke had more obstructive sleep-
disordered breathing and a higher clinical probability of
obstructive SAHS before stroke. These findings support the
hypothesis that obstructive SAHS is a risk factor for
ischemic stroke, particularly for strokes presenting at night.

Key words: Prevalence. Sleep apnea-hypopnea syndrome.
Nighttime stroke. Ischemic stroke.

Correspondence: Dr. M.A. Martinez Garcia.

Unidad de Neumologia. Servicio de Medicina Interna.
Hospital General de Requena.

Paraje Casablanca, s/n. 46340 Requena. Valencia. Espafa.
E-mail: med013413 @nacom.es

Manuscript received July 15, 2003. Accepted for publication December 16, 2003.

196  Arch Bronconeumol 2004;40(5):196-202

Prevalencia de trastornos respiratorios durante
el suefio en pacientes con ictus isquémico agudo.
Influencia del momento de aparicidn del ictus

OBJETIVO: Analizar la prevalencia de trastornos respira-
torios durante el suefio en pacientes con accidente cerebro-
vascular isquémico agudo (ACVI) y la influencia de las ca-
racteristicas y el momento de aparicion del ictus.

PACIENTES Y METODOS: Se realizé una poligrafia respiratoria
(Autoset Portable Plus II) en 139 pacientes con ACVI en las
primeras 72 h desde el inicio de los sintomas. Se recogieron
los datos poligraficos habituales, sintomas y signos relaciona-
dos con el sindrome de apnea-hipopneas del suefio (SAHS)
previos al ACVI, factores de riesgo vascular y caracteristicas y
momento de aparicién (diurno/nocturno) del ACVL. Los resul-
tados poligraficos se compararon con los publicados para indi-
viduos de edad semejante de la poblacién general.

RESULTADOS: La edad media (= desviacion estandar) fue de
73,6 = 11,1 anos (el 59% eran varones). Antes del ictus, el
64,7% de los pacientes eran roncadores, el 21,6% presentaba
apneas nocturnas repetidas y el 35,6 %, somnolencia diurna. El
indice medio de apneas-hipopneas fue de 29,1 + 17,9, con un
indice de apneas obstructivas de 20,1 + 15,7. Cinco pacientes
presentaron patron de Cheyne-Stokes. El indice de apneas-hi-
popneas (para todos los puntos de corte estudiados; de 5 a 50),
la roncopatia crénica y la hipersomnia diurna fueron significa-
tivamente mayores que los encontrados en poblacién general.
No hubo diferencias significativas segiin las caracteristicas del
ACVI. Los ACVI nocturnos (60,4%) mostraron de forma sig-
nificativa un mayor indice de apneas-hipopneas (33,3 frente a
24,7) a cargo fundamentalmente de las apneas de caracter obs-
tructivo, asi como una mayor desaturacién nocturna y una ma-
yor probabilidad clinica de presencia de SAHS antes del ictus
(odds ratio de 2,62). No hubo, sin embargo, diferencias con res-
pecto a los factores de riesgo vascular estudiados.

CoNcLUSION: En nuestra serie hubo una alta prevalencia de
trastornos respiratorios durante el suefio y de clinica relacionada
con SAHS en pacientes con ACVI agudo. Los ictus nocturnos
presentaron un mayor nimero de trastornos respiratorios del
suefio de caracter obstructivo y una mayor probabilidad clinica
de SAHS previo. Nuestro estudio apoya la hipétesis de un SAHS
obstructivo previo al ictus que podria funcionar como factor de
riesgo, sobre todo en las formas de aparicion nocturna.

Palabras clave: Prevalencia. Sindrome de apneas-hipopneas du-
rante el suefio. Ictus nocturno. Ictus isquémico.
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Introduction

There is growing evidence that sleep apnea-
hypopnea syndrome (SAHS) is an independent risk
factor for hypertension'? and other cardiovascular
diseases,>* but its association with cerebrovascular
diseases is more controversial.’ Ever since Partinen and
Palomaki® established a possible association between
chronic snoring and ischemic stroke in 1985,
unexpectedly high prevalences of both chronic snoring
and SAHS have been reported in such patients,
predominantly in case-controlled studies.”'* A recent
large cross-sectional study of a general population
showed a positive linear relationship between the
number of nighttime respiratory events and the
probability of suffering ischemic stroke,* though a
number of factors may have affected the reliability of
the results. These include lack of agreement on the
definition of SAHS, confounding variables such as age,
hypertension or other risk factors common to both
pathologies, and differences in the timing of the
diagnostic study with respect to the onset of the
cerebrovascular event.

It is even less clear whether SAHS is a risk factor for
stroke or whether stroke causes SAHS. The importance
of the type of respiratory event is also unclear. The site,
severity, or time of onset of stroke may also affect the
type of respiratory event. The findings of some studies
suggest that SAHS occurs before stroke and so can be
considered a risk factor for stroke. For example,
patients who suffer a stroke are more likely to have
been snorers,’ the severity and type of stroke does not
influence the frequency of nighttime respiratory
events,'®!! and there is a high proportion of obstructive
episodes with few central-type events in either the acute
or stable phases of stroke.'? Other studies report
predominance of obstructive episodes but with
numerous central apneas and many patients who
experience Cheyne-Stokes breathing. Both types of
event might be caused by the stroke itself.!* The most
plausible explanation for these discrepancies would be
the presence of both mechanisms (SAHS as a risk
factor and a consequence of stroke) with weighting
based on the number and type of apneas. It is also
known that half of strokes occur at night and that their
causes are unknown.'

The objective of the present study was to analyze the
prevalence of different types of sleep-disordered
breathing during the acute phase of stroke and the
influence of the characteristics and time of onset of the
stroke on respiratory events.

Patients and Methods

All patients admitted to our hospital in 2002 for acute
ischemic stroke were enrolled in the study. Patients with a
substantial decrease in the level of consciousness (Glasgow
coma score <8), those in critical condition, those with
underlying terminal diseases or in need of urgent admission

to the intensive care unit, those with nighttime respiratory or
heart failure, or those who regularly took mood-altering
drugs (such as benzodiazepines and their derivatives) were
excluded from the study. Patients who refused to give
informed  consent to  perform  the  necessary
polysomnography study and those whose onset of symptoms
was more than 72 hours before admission to our hospital
were also excluded. A neurologist diagnosed stroke by
evaluations of the neurological deficit and computed
tomography scans performed within hours of the patient’s
admission to our emergency department and some days
later. For all patients, we recorded the type of stroke
(transient ischemic attacks or documented cerebrovascular
accident), extent (lacunar or non-lacunar) and site (right
hemisphere, left  hemisphere, vertebrobasilar, or
undetermined) according to widely accepted diagnostic
criteria.’> We also recorded whether the patient had suffered
prior stroke and the timing of onset of symptoms (“1” if
stroke occurred during sleep or on waking; “0” if it occurred
during the rest of the day). The clinical outcome and severity
of the stroke at the time of admission were assessed with
extensively validated scales. The Barthel Index, which
ranges from 0 to 100, provided an assessment of the
patient’s degree of autonomy in activities of daily living,
with a score of 100 indicating that the patient is completely
autonomous. The Canadian scale was used to assess the
severity of stroke on a scale ranging from 0 (most severe) to
10 (least severe) and the Glasgow coma scale to assess level
of consciousness of the patient, with increasing
consciousness reflected by a score ranging from 3 to 15. We
collected information on the following vascular risk factors:
smoking habit, hypertension (as defined by the criteria of the
World Health Organization' or antihypertensive agents
taken), hypercholesterolemia (>250 mg/dL), diabetes
mellitus, atrial fibrillation, ischemic heart disease, and
fibrinogen concentration (mg/dL) in peripheral blood. The
clinical characteristics relevant to SAHS prior to stroke were
gathered with a questionnaire that offered the patients a
series of alternatives for each question. The patients were
questioned on chronic snoring (every night, usually/most
nights, sporadically/few nights, never, or don’t know);
nighttime apneas (frequency: every night, usually/most
nights, sporadically/few nights, never, or don’t know;
repetition: many episodes in the same night, few episodes in
the same night, don’t know), daytime sleepiness assessed
with the Epworth scale validated in Spanish,” and
anthropometric and general variables (age, sex, body mass
index in kg/m?, and neck circumference in centimeters).
Snoring was considered to be clinically significant if it
appeared every night or most nights. Clinically significant
apneas were those witnessed every night or most nights or
those repeatedly witnessed on the same night. A patient was
considered to have a high clinical probability of suffering
SAHS if he or she presented 2 of the main symptoms of the
syndrome, namely, chronic snoring, witness of repeated
apneas, or clearly pathological daytime sleepiness (Epworth
Score >12).'8

All patients finally enrolled underwent polysomnography
with an Autoset Portable Plus II (ResMed, Sydney,
Australia) within 72 hours of the onset of symptoms. In
diagnostic mode, the Autoset apparatus can record different
respiratory variables and heart rate with continuous positive
airway pressure. We measured nasal flow with a nasal
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cannula equipped with a pressure transducer and oxygen
saturation with a digital pulse oximeter. The number of
apneas was determined for a given position of the patient by
a body sensor and thoracoabdominal movements were
recorded with an elastic thoracoabdominal belt with a
piezoelectric sensor. The Autoset software (Autoview 98,
version 2.0) automatically and independently calculated the
apnea-hypopnea index (AHI), the apnea index, and, from
the difference between these, the hypopnea index. We
classed the type of apnea as central, mixed, or obstructive
from the respiratory effort determined by the
thoracoabdominal belt. Decreases in nasal flow to below
75% for more than 10 seconds indicated apnea, whereas a
decrease to between 50% and 75% for more than 10
seconds indicated hypopnea. Every apnea was classed
manually according to the following guidelines. Apnea was
central if there was no movement of the thoracoabdominal
belt and no perceptible nasal flow. If movements of the
thoracoabdominal belt were detected, the respiratory
episode was considered obstructive. The apnea was classed
as mixed if it began with the characteristics of central apnea
but finished with those of obstructive apnea. The AHI was
defined as the number of respiratory events (apneas or
hypopneas) recorded per hour. Cheyne-Stokes breathing
was defined by the appearance of the characteristic
respiratory pattern of increasing-decreasing central apnea as
assessed by movement of the thoracoabdominal belt for
more than 10% of the total recorded time, in accordance
with guidelines of the Spanish Society of Pneumology and
Thoracic Surgery (SEPAR)." Nighttime desaturation and
nighttime time with oxygen saturation below 90% were also
recorded. All data were calculated as a function of the total
recorded time. All tests were performed in appropriately
adapted rooms of our hospital by trained staff. On the
morning after the polysomnography study, the patient
completed a questionnaire on how long he or she had slept
(in hours) and the subjective quality of that sleep (good,
average, bad) with the help of a family member if
necessary. Studies were considered valid if the patient had
had an average or good sleep of at least 3 hours. The studies
were not considered valid if the recorded time was less than
3 hours because the device had failed or been disconnected
by the patient. In this case, the polysomnography was
repeated. Patients with a negative polysomnography study
but with a high clinical probability of SAHS or pathological
daytime sleepiness were referred to another center for a full
polysomnography study. Diagnosis of SAHS was made
according to 2 cut-points in the AHI (=10 and >20). An
Epworth score exceeding 10 points indicated pathological
daytime sleepiness.

Statistical Analysis

The SPSS 9.0 package for Windows (SPSS, Chicago, IL,
US) was used for the statistical analysis. For quantitative
variables, the mean (SD) value was calculated, whereas
qualitative variables were presented as absolute values and
percentages. Means were compared with the Student 7-test if
the variables were normally distributed (according to the
Kolgomorov-Smirnov test), otherwise the Mann-Whitney
non-parametric U test was applied. The ¥ test was applied
to qualitative variables. The results of prevalence of sleep-
disordered breathing and symptoms related to SAHS in
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patients with acute stroke were compared with results
published for the general population with adjustment for age
by the z test for comparison of 2 proportions. Risk was
determined by odds ratios with 95% confidence intervals.
For all tests, a P value less than .05 was considered
statistically significant.

Results

Of the 164 patients who were admitted with
diagnosis of acute stroke in 2002, 3 were excluded from
the study due to daytime respiratory or heart failure, 3
due to chronic use of benzodiazepines, 6 due to extreme
severity of the stroke or short-term underlying terminal
diseases, and 5 because they were admitted directly to
the intensive care unit. In addition, 4 patients were
excluded because they died within 24 hours of
admission, 4 because the onset of symptoms occurred
more than 72 hours before admission, and 1 because he
refused to give informed consent to perform the
polysomnography study. Thus 139 patients were finally
enrolled in the study (59% men) with a mean age of
73.6 (11.1) years (range: 38-87 years). The time
between onset of symptoms and the polysomnography
study was 1.4 (0.8) days. The study population
presented the following cardiovascular risk factors: 81
patients (58.3%) had hypertension, 27 (19.4%) atrial
fibrillation, 43 (31%) diabetes mellitus, 17 (12.2%)
ischemic heart disease, 29 (21%) hypercholesterolemia,
78 (56.1%) were smokers or ex-smokers, and the mean
concentration of fibrinogen in peripheral blood was 326
(91) mg/dL. Thirty-two patients (23%) had suffered at
least 1 stroke prior to entry in the study. Table 1 shows
the characteristics of the strokes suffered by the patients
and their clinical effects. Table 2 shows the prevalence
of signs and symptoms related to SAHS and the results
for the polysomnographic variables. Eight patients had
a negative result from the Autoset polysomnography
study despite having a high clinical suspicion of SAHS,
so they underwent full polysomnography. In 3 patients,
the results of this study were normal. A further 3
patients presented a syndrome of increased upper
airway resistance, 1 presented signs and symptoms
compatible with narcolepsy, and the remaining patient
had SAHS (AHI=23). Stroke occurred during sleep or

TABLE 1

Characteristics and Severity of Acute Ischemic Strokes™*
TIA/CVA 32 (23%)/107 (77%)
Lacunar stroke 44 (31.6%)
Site

Left hemisphere 49 (35.3%)

Right hemisphere 45 (32.4%)

Vertebrobasilar 16 (11.5%)

Undetermined 29 (20.9%)
Nighttime stroke 84 (60.4%)
Canadian Scale (0-10 points)" 7.6 (2.4)
Glasgow Coma Scale (3-15 points)* 14.3 (1.7)
Barthel Index (0-100 points)* 69 (36)

*TIA indicates transient ischemic attack; CVA, documented cerebrovascular
accident. "Mean (SD).
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TABLE 2
Polysomnography Results and Clinical Signs Related to
Sleep Apnea-Hypopnea Syndrome Prior to Stroke in
Patients With Ischemic Stroke*

Chronic snoring 90 (64.7%)
Witnessed apneas 30 (21.6%)
Neck circumference (cm)f 40.4 (6.1)
BMI, kg/m*" 28.6 (4.4)
Epworth Score >10 49 (35.6%)
Total AHI* 29.1 (17.9)
Obstructive AI* 20.1 (15.7)
Central AT 2.4 (2.3)
HI 5.25(7.2)
Cheyne-Stokes breathing 5 (3.6%)
T907 8.1 (17.9)

*BMI indicates body mass index; AHI, apnea-hypopnea index; Al, apnea index;
HI, hypopnea index; T90, percentage of recorded time with hemoglobin
saturation below 90%. "Mean (SD).

TABLE 3
Comparison of Clinical Parameters of Sleep
Apnea-Hypopnea Syndrome and Polysomnographic
Variables Between Patients who Suffered Ischemic Stroke
During Sleep and Those With Daytime Onset*

Nighttime stroke| Daytime stroke|

Parameter g (n=82) Y (n=57) P

Age, years' 73.1 (9.9) 74.1 (10.7) NS
BMI, kg/m’ 9.6 (4.9) 7.6 (4.3) NS
Neck circumference, cm® 41.1 (7.4) 39.6 (6.2) NS
Epworth Score >10 30 (36.6%) 19 (33.4%) NS
Chronic snoring 55 (67.1%) 35(61.4%) NS
RWA 20 (24.4%) 10 (17.5%) NS
Total AHI 33.3(19.4) 24.7 (17.9) .01

Obstructive AI 23.3(16.4) 16.9 (18.2) .02
Central AI 3.2(1.8) 1.7 (1.5) NS
HI 6.9 (7.8) 3.6 (6.4) NS
T90" 11.1 (22.1) 5.2 (15.3) .01

HCP-SAHS 42 (51.2%) 13 (22.8%) .004

*BMI indicates body mass index; RWA, repeated witnessed apnea, AHI, apnea-
hypopnea index; Al, apnea index; HI, hypopnea index; T90, percentage of
recorded time with hemoglobin saturation below 90%; HCP-SAHS, criteria of
high clinical probability of suffering sleep apnea-hypopnea syndrome prior to
stroke. "Mean (SD).

within an hour of waking in 60.4% of the patients.

The figure compares the prevalence of sleep
disordered breathing defined by AHI cut-points
between 5 and 50 episodes/hour and clinical findings
related to SAHS with a study in the general population
after adjustment for age (individuals between 71 and
100 years old).*

Neither clinical signs of SAHS prior to stroke nor the
polysomnographic variables did not varied significantly
by site (P=.89) or extent (P=.3) of stroke. However, AHI
values tended to be higher for patients with documented
cerebrovascular accidents than for those with transient
ischemic attacks. This difference approached statistical
significance (AHI of 319 [19] for documented
cerebrovascular accidents versus 26.3 [15.6] for
transient ischemic attacks; P=.06). Likewise, differences
between documented cerebrovascular accidents and
transient ischemic attacks approached significance for
the central apnea index (2.9 [2.2] versus 1.9 [2.2];
P=.09) and nighttime desaturation (percentage of
recorded time with hemoglobin saturation below 90%:
10.4 [17] versus 5.8 [18.1]; P=.1).

Patients who presented with stroke during sleep or in
the first hour after waking had a significantly higher
AHI compared to those with daytime stroke (33.3
[19.4] versus 24.7 [17.9]; P=.01) due largely to the
obstructive component (obstructive apnea index: 23.3
[16.4] versus 16.9 [18.2]; P=.02). This difference was
particularly significant in the subgroup of patients with
AHI greater than 30 (n=68; mean AHI: 47.3 [9.9]
versus 34.1 [12.2]; P=.007) with an obstructive apnea
index of 38.1 [11.7] versus 25.5 [13.9] (P=.009). These
patients also showed longer nighttime desaturation.
Moreover, prior to stroke, patients with nighttime onset
of stroke tended to be snorers, and had greater daytime
sleepiness, a higher body mass index, and a larger neck
circumference. These patients therefore had a
significantly higher clinical probability of suffering

100
91.9% Acute Strok
cute Stroke
90— e W 756 [11.1] years)
(n=139)
80—
[ General Population
— (77.3 [5.8] years)

707 64% 63.3% (n=435)

607 i P<.05 for All Pairs of
Figure. Prevalence of nighttime respiratory 50— 48.9% Proportions
episodes and clinical symptoms related to
sleep apnea-hypopnea in patients who have 40— 35.3%
suffered acute ischemic cerebrovascular ) 29 59 32.3%
accident. Comparison with general elderly | e
population. 30 24.4%
CS indicates chronic snoring; DS, daytime | 19.4%
sleepiness (Epworth Score >10 points); 20
AHI, apnea-hypopnea index; SAHS-10, |
sleep apnea-hypopnea syndrome defined as 10
AHI >10 and an Epworth Score >10;
SAHS-20, sleep apnea-hypopnea syndrome 0 | | | | | | | |
defined as AHI >20 and an Epworth CS DS AHI>5 " |AHI>10" AHI>20 " AHI>30 ° AHI>40" AHI >50 'SAHS- 10 "SAHS- 20
Score>10.
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SAHS before the neurological episode (odds ratio: 2.62;
95% confidence interval: 1.23-5.58; P=.01) according
to our definition of “high suspicion of SAHS” in this
study. There were, however, no differences in vascular
risk factors (including hypertension), strokes prior to
the current episode, or severity or clinical outcome of
the stroke.

Discussion

We found a greater prevalence of various types of
sleep-disordered breathing and SAHS in patients with
acute stroke than in the age-matched general
population. Patients who suffered the cerebrovascular
event during sleep or the first hour after waking had
obstructive respiratory events more often and a greater
percentage of clinical signs and symptoms indicative of
SAHS, suggesting that obstructive SAHS is present
before the appearance of stroke.

Several case-controlled studies have assessed the
relationship between chronic snoring and ischemic
stroke, though their findings have been contradictory.31*
When  confounding  variables such as age,
hypertension, or body mass index are taken into
account (odds ratio between 1 and 2) the relationship
between chronic snoring and ischemic stroke is weaker
but remains significant. But when chronic snoring was
added to the presence of other main symptoms of
SAHS, such as witnessed apneas or pathological
daytime sleepiness, a stronger relationship was seen.?!
Studies show greater agreement regarding the increase
in number of pathological respiratory episodes during
sleep (normally assessed by AHI and measurements of
nighttime desaturation) in patients with acute stroke
compared to the age-matched general population.?> Our
results also confirmed this association, particularly as
the mean age of our patients was actually slightly
lower than that of the general population used for
comparison. In the published studies, the frequency of
these events varies greatly according to the study
characteristics, the diagnostic device used, and the time
elapsed between stroke onset and the diagnostic
polysomnography. Further variation arises because of
differences in the patient characteristics. The type of
respiratory event (obstructive or central) is more
controversial. Central apneas or Cheyne-Stokes
breathing could be the result of the hemodynamic
abnormalities due to the acute stroke itself in patients
with no relevant heart disease. Prior SAHS could
therefore lead to more obstructive apneas. Some
authors suggest that the increase in obstructive apneas
is due to loss in pharyngeal muscle tone in patients
with stroke.!” Thus the stroke itself becomes a cause of
this type of respiratory episode. Nevertheless, the high
clinical probability of SAHS before stroke and the
larger number patients with stroke onset during the
night (when cerebral gasometric and hemodynamic
abnormalities are most pronounced) would point to
prior obstructive SAHS. Hui et al'?> found that 49% of
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the stroke patients had an AHI over 20 and 31% had an
AHI over 30% in the first 24 hours after stroke, with a
clear predominance of obstructive apneas—the central
apnea index was only 5 (7.6) out of a total AHI of 32.3
(17.6). In contrast, Parra et al'® reported 28% of a total
of 161 patients with stroke had an AHI over 30, also
with a predominance of obstructive episodes, but more
central apneas than obstructive apneas (central apnea
index of 5.6 [10.1] versus obstructive apnea index of
4.5 [8.4]) and a high proportion of patients with
Cheyne-Stokes breathing (26.1%). Our results agree
more closely with those of Hui et al'?; that is, our
patients have few central-type events and the Cheyne-
Stokes breathing pattern occurs infrequently though it
is more common at certain AHI values. This could be
influenced by the difficulty of separating central
apneas from Cheyne-Stokes breathing and the different
diagnostic devices used.

Several studies seem to show that both AHI and the
measures of nighttime desaturation are unrelated to the
type, extent, severity, or site of the stroke.!®!'13 The
conclusions that can be drawn from these studies may
be limited because patients with less severe strokes
(normally transient ischemic attacks) were included in
the study but those with the most severe strokes were
excluded. Our study, despite similar limitations, did
show a non-significant tendency for patients with more
severe stroke (documented cerebrovascular accident
with worse neurological indices) to have a larger AHI
as a function of both the number of obstructive episodes
and greater nighttime desaturation. No differences were
found for extent or location of the stroke.

A more detailed examination of our results reveals a
significantly higher prevalence and greater severity of
nighttime respiratory episodes in patients with onset of
stroke at night or within an hour of waking, regardless
of the severity or site of the stroke. The results for the
influence of timing of stroke onset in the circadian cycle
on the frequency and severity of the sleep disordered
breathing are contradictory.'*?* Stroke is known to occur
more often during sleep or early in the morning, but no
satisfactory explanation has emerged.'** Many of these
patients presented clinical signs and symptoms highly
indicative of prior obstructive SAHS. Although separate
analysis of each one of the symptoms related to SAHS
showed no statistically significant differences between
daytime and nighttime onset, all these symptoms
appeared more often in patients with nighttime onset of
stroke. However, no noteworthy differences were seen
for cardiovascular risk factors, severity or clinical
outcome of the stroke, or prior strokes. These
differences were particularly pronounced in the
subgroup of patients with AHIs over 30, supporting the
hypothesis that patients with nighttime onset of stroke
are more likely to suffer undiagnosed obstructive SAHS
before the cerebrovascular event. Thus obstructive
SAHS can be considered a risk factor or trigger for
stroke.”* Netzer et al** demonstrated substantial
hemodynamic abnormalities in the medial cerebral
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artery during episodes of obstructive apnea or hypopnea
with resultant oxygen desaturation. Such abnormalities
occurred less often with central apneas. These findings
might help explain why the prevalence of nighttime
strokes is higher with increased AHI.

We performed respiratory polysomnography with
the Autoset Portable Plus II, a device that has been
extensively validated in the literature for different AHI
cut-points and has produced excellent results for
populations with a high pretest prevalence of SAHS,*"
30 such as in our population of patients with ischemic
strokes. Full polysomnography still remains the test of
reference for diagnosing SAHS. Our use of the Autoset
device may limit the interpretation of the findings of
the present study, particularly as it only has 1
thoracoabdominal belt for the identification of central
apneas. Special care was nevertheless taken to repeat
tests in which the patient claimed to have slept less
than 3 hours in an attempt to reduce the error due to
lack of objective measurement of sleep. Moreover,
patients with negative respiratory polysomnographic
results but clinical signs and symptoms highly
indicative of SAHS were referred to another clinic for
a full polysomnography study. We also recognize that
the present study has no control group that would
allow risk measurements to be established. Instead, we
compare prevalence of events in our population with
the general elderly Spanish population (71-100 years
of age) described by Durén el al® to correct as far as
possible for the known increase in respiratory disorders
with age. We conclude that there is a high prevalence
of mainly obstructive sleep-disordered breathing and
clinical signs and symptoms related to SAHS in our
stroke patients, particularly when the onset of stroke is
at night. These patients show clinical signs and
symptoms more indicative of prior SAHS, but the
prevalence of other cardiovascular risk factors is not
greater, suggesting that obstructive SAHS is present
before the onset of stroke and that obstructive SAHS
can be considered as a risk factor for stroke. We
believe that active screening for clinical signs and
symptoms indicative of SAHS by detailed and specific
questioning is necessary in patients who have suffered
a stroke.
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